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PREFACE 

TO  THE  SIXTH  EDITION. 


It  has  been  the  intention  in  the  preparation  of  this,  as  in  former  edi- 
tions of  this  work,  to  give  to  students  and  practitioners  of  medicine,  first, 
the  knowledge  necessary  for  the  making  of  autopsies,  the  preservation 
of  tissues  and  their  preparation  for  microscopic  study,  and  to  outline  the 
characters  and  methods  of  study  of  pathogenic  micro-organisms;  second, 
to  describe  concisely,  with  such  illustrations  as  seem  necessary,  the  le- 
sions of  the  acute  infectious  diseases,  and  so  far  as  they  are  known,  the 
micro-organisms  inciting  them ;  the  various  phases  of  degeneration  and 
inflammation ;  the  character  of  tumors ;  the  lesions  of  the  general  dis- 
eases, of  poisoning,  and  of  violent  deaths ;  and  finally,  to  describe  briefly 
the  special  lesions  of  different  tissues  and  organs  of  the  body. 

While  the  general  aims  of  the  book  have  remained  unchanged,  it  has 
seemed  wise  in  this,  more  than  in  the  earlier  editions,  to  call  attention 
here  and  there  to  the  relationships  of  pathology  to  the  allied  phases  of 
biological  science,  and  where  it  might  be  done  without  hazard  of  the 
more  urgent  practical  aims  of  the  work  to  link  the  knowledge  of  disease 
and  its  lesions  to  the  doctrines  of  evolution,  and  to  view  pathology  as 
one  aspect  of  the  diverse  manifestations  of  life  and  of  energy,  rather 
than  as  belonging  to  a  special  and  exclusively  human  domain. 

Dr.  Delafield  has  retired  from  an  active  share  in  the  preparation  of 
this  edition ;  so  that  the  writer,  deprived  to  his  great  regret  of  the  wise 
counsel  and  large  experience  of  the  senior  author,  is  alone  responsible 
for  such  alterations  and  additions  as  have  been  made  in  this  revision. 

The  references  in  foot-notes  have  been  considerably  increased.  The 
intention  in  this  has  been  in  part  to  indicate  special  studies  or  reviews 
relating  to  the  theme  under  consideration;  but  more  particularly  to 
point  out  here  and  there  publications  in  which  a  fuller  bibliography  may 
be  found  than  is  consistent  with  the  scope  and  limitations  of  this  work. 

The  sections  on  the  blood  which  were  rewritten  for  the  last  edition 
by  Dr.  James  Ewing  have  been  revised  for  this,  in  such  measure  as  the 
growth  of  knowledge  seems  to  require,  by  Dr.  Francis  C.  Wood.  Dr. 
Wood  has  also  written  for  this  edition  an  entirely  new  section  on  malaria. 

The  chapter  on  the  nervous  system  has  been  revised,  and  in  part,  es- 
pecially the  sections  on  normal  morphology,  degeneration,  and  inflam- 
mation, entirely  rewritten  by  Dr.  Frederick  R.  Bailey.  To  Drs.  Wood 
and  Bailey,  as  well  as  to  Dr.  Eugene  Hodenpyl,  Dr.  Philip  Hanson 
Hiss,  Jr.,  Dr.  John  H.  Larkin,  and  Dr.  Augustus  Jerome  Lartigau,  also 
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my  colleagues,  I  am  under  great  obligation  for  aid  and  for  many  helpful 
suggestions  in  various  parts  of  this  revision. 

The  excellence  of  the  many  new  photographs  which  have  been  repro- 
duced in  the  plates  and  in  the  text  is  due  to  the  skill  of  Dr.  Edward 
Learning  to  whom  I  am  much  indebted. 

The  work  has  been  revised  throughout.  Many  sections  have  been 
wholly  rewritten,  and  a  large  number  of  new  illustrations  have  been 
added  to  supplement  or  replace  the  old.  The  new  colored  plate  illustrat- 
ing the  Plasmodium  malariie  was  drawn  by  Dr.  Wood ;  that  illustrating 
lesions  of  ganglion  cells,  by  Dr.  Bailey. 

T.  Mitchell  Prudden. 
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CHAPTER  I. 

THE  METHOD   OF    MAKING    POST-MORTEM 

EXAMINATIONS. 

General  Considerations. 

The  object  in  making  a  post-mortem  examination  may  be  to  deter- 
mine whether  a  person  has  died  from  violence  or  poisoning;  to  account 
for  a  sudden  death ;  or  to  study  the  lesions  of  disease.  In  any  case  the 
examination  should  include  all  the  important  parts  of  the  body,  not 
merely  a  suspected  organ,  and  the  results  should  be  recorded  at  the  time 
the  examination  is  made. 

Great  care  is  necessary  in  endeavoring  to  ascertain  the  cause  of  death 
when  the  clinical  history  is  imperfect  or  unknown.  Mechanical  injuries, 
which  destroy  life  by  abolishing  the  function  of  one  of  the  important 
viscera,  are  relatively  infrequent.  Most  of  the  lesions  found  after  death 
are  rather  the  marks  of  disease  than  the  cause  of  death.  We  do  not 
know,  for  example,  how  great  a  degree  of  meningitis,  or  of  pneumonia, 
or  of  endocarditis,  or  of  cirrhosis,  or  of  nephritis  necessarily  leads  to 
death.  On  the  contrary,  one  patient  may  recover  with  an  extent  of 
lesion  which  is  sufficient  to  destroy  the  life  of  another.  So  with  acci- 
dents ;  there  is  often  no  evident  reason  why  fractures  of  the  skull  or  of 
the  pelvis  should  destroy  life,  yet  they  usually  do.  In  some  of  the  in- 
fectious diseases,  such  as  typhoid  fever,  the  visible  lesions  cannot  always 
be  called  the  cause  of  death.  Sudden  deaths  of  persons  apparently  in 
good  health  are  often  particularly  obscure.  In  many  of  them  we  have 
to  acknowledge  that  we  can  find  no  sufficient  cause  for  the  death.  This 
is  of  course  due  to  our  imperfect  knowledge,  but  it  is  much  better  in 
such  cases  to  avow  ignorance  than  to  attribute  the  death  to  some  trifling 
lesion.  The  brain  and  the  heart  are  the  organs  which  are  especially  cap- 
able of  giving  symptoms  during  life,  without  corresponding  lesions  after 
death.  Very  well-marked  cardiac  or  cerebral  symptoms  may  continue 
for  days  or  months,  and  apparently  destroy  life,  and  yet  after  death 
we  find  no  corresponding  anatomical  changes.1  But  it  should  be  re- 
membered that  recent  advances  in  our  knowledge  of  the  cell,  which  an 
improved  technique  in  hardening  and  preparation  has  greatly  fostered, 
have  already  shown  that  under  various  abnormal  conditions  the  cells, 
especially  of  the  nervous  system,  may  undergo  morphological  changes  of 
great  significance,  without  perceptible  alteration  in  the  gross  appearance 

1  See  Sudden  Death,  page  49. 
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of  the  affected  part,  changes  which  even  the  microscopical  examinations 
of  the  past  have  failed  to  disclose.  So  that  while  there  often  appcan  to 
be  a  wide  discrepancy  between  symptoms  and  lesions,  with  the  increase 
of  knowledge  the  scope  of  this  discrepancy  is  steadily  narrowing.  It  is 
the  novice  in  post-mortem  examinations  who  is  particularly  apt  to  mis- 
take ordinary  post-mortem  alterations  for  significant  lesions. 

External  Inspection. 

Before  commencing  the  examination  of  the  internal  viscera  an  in- 
spection should  be  made  of  the  external  surface  of  the  body.  The  mi- 
nuteness of  this  inspection  will  depend  upon  the  character  of  the  case. 
In  the  case  of  an  unknown  person,  or  of  one  suspected  to  have  died 
from  unnatural  causes,  it  is  necessary  to  search  for  and  record  not  only 
all  contusions,  wounds,  etc.,  their  size,  situation,  and  condition,  but  also 
deformities  from  disease  and  any  physical  peculiarities  of  hair,  eyes, 
teeth,  moles,  etc.,  by  which  the  person  may  be  identified.  In  such  cases 
it  is  well,  if  possible,  to  photograph,  weigh,  and  measure  the  body.  In 
cases  of  doubtful  identity  it  is  sometimes  wise  to  make  a  wax  or  plaster 
cast  of  the  outside  of  the  teeth  and  jaws.  In  ordinary  examinations  we 
note  the  general  nutritive  condition  of  the  body,  and  look  for  evidences 
of  external  injury,  for  skin  diseases,  ulcers,  o?dema,  gouty  deposits,  ab- 
scesses, enlarged  lymph  nodes,  etc.  The  external  organs  of  generation 
should  be  searched  for  syphilitic  lesions. 

It  is  usual  to  find  certain  changes  in  the  external  appearances  of  the 
body,  which  are  due  to  the  cessation  of  life  and  the  commencement  of  de- 
composition. We  speak  now  of  bodies  which  have  not  been  buried,  but 
which  have  been  kept  in  the  ordinary  way,  lying  on  the  back,  and  loose- 
ly covered  with  a  shroud  or  dressed  with  the  ordinary  clothing. 

Weight. — It  is  well  to  weigh  the  body  in  all  cases.  There  is  of  course 
large  variation  in  the  weight  of  individuals  within  the  limits  of  the  nor- 
mal. But  the  averages  may  be  useful  in  estimating  the  relative  weight 
of  single  organs. 

Cadaveric  Lividity. — After  life  becomes  extinct,  and  before  the  blood 
coagulates,  it  changes  its  position  chiefly  in  two  ways:  first,  it  is  driven 
by  their  contraction  out  of  the  arteries  into  the  veins;  second,  it  settles 
in  the  veins  and  capillaries  of  the  more  dependent  parts  of  the  body,  in- 
ducing, usually  within  a  few  hours  after  death,  a  mottling  of  the  surface 
with  irregular  livid  patches.  These  patches  may  coalesce,  forming  a 
uniform  dusky-red  color  over  the  back  of  the  trunk,  head,  and  extremi- 
ties, and  sometimes  over  the  ears,  face,  and  neck.  The  same  effect  is 
observed  on  the  anterior  aspect  of  the  body  if  it  has  lain  on  the  face. 
At  points  of  pressure,  from  folds  in  the  clothing,  or  from  the  weight  of  the 
body  on  the  table,  the  red  color  is  absent  or  less  marked.  These  changes 
occur  before  putrefaction  sets  in.  This  cadaveric  lividity  or  hypostasis 
should  not  Ik*  mistaken  for  ante-mortem  ecchvmosis,  from  which  it  mav 
usually  be  readily  distinguished  by  its  position  and  extent,  by  the  fact 
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that  the  surface  of  the  skin  is  not  elevated,  and  by  the  fact  that  on  in- 
cision no  blood  is  found  free  in  the  interstices  of  the  tissues.  Not  infre- 
quently the  subcutaneous  tissue  in  the  vicinity  of  these  post-mortem 
hypostases  becomes  infiltrated  with  reddish  serum.  Very  soon  after 
death,  particularly  in  warm  weather,  the  tissues  immediately  around  the 
subcutaneous  veins  of  the  neck  and  thorax,  and  in  other  situations,  may 
become  stained  of  a  bluish-red  color  from  the  decomposition  and  escape 
from  the  vessel  of  the  coloring  matter  of  the  blood.  If  the  epidermis 
has  been  detached  at  any  point,  the  skin  beneath  soon  becomes  dry  and 
brown. 

Putrefactive  Changes. — Usually  in  from  one  to  three  days,  depending 
upon  circumstances,  a  greenish  discoloration  of  the  skin  appears,  at  first 
upon  the  middle  of  the  abdomen,  over  which  it  gradually  spreads,  as- 
suming a  deeper  hue  and  often  changing  to  a  greenish  purple  or  brown. 
Greenish  patches  may  now  appear  on  different  parts  of  the  body,  earliest 
upon  those  overlying  the  internal  cavities ;  this  discoloration  is  probably 
produced  by  the  action  on  the  haemoglobin  of  gases  developed  by  decom- 
position. The  eyeballs  now  become  flaccid,  and  if  the  eyelids  are  not- 
closed  the  conjunctiva  and  cornea  become  brown  and  dry.  The  pressure 
of  gases  developed  by  decomposition  in  the  internal  cavities  not  infre- 
quently forces  a  greater  or  less  quantity  of  frothy,  reddish  fluid  or  mu- 
cus from  the  mouth  and  nostrils,  distends  the  abdomen,  and,  if  excessive, 
may  lead  to  changes  of  position  of  the  blood  in  the  vessels,  and  even  a 
moderate  amount  of  displacement  of  the  internal  organs. 

After  five  or  six  days,  under  ordinary  circumstances,  the  entire  sur- 
face is  discolored  to  a  green  or  brown.  After  this  the  epidermis  becomes 
loosened  through  the  formation  of  gases  and  separation  of  fluids  beneath, 
and  the  tissues  become  flaccid.  The  abdomen  and  thorax  may  be  greatly 
distended,  the  features  distorted  and  scarcely  recognizable  from  swelling, 
and  the  hair  and  nails  loosened.  Beyond  this  stage  of  putrefaction  the 
consecutive  changes,  leading  to  more  or  less  disintegration  of  the  soft 
tissues,  can  scarcely  be  followed  with  certainty.  The  rapidity  with 
which  these  changes  follow  one  another  depends  upon  a  variety  of  con- 
ditions, such  as  temperature,  moisture,  access  of  air,  and  the  diseases 
which  have  preceded  or  caused  death.  Thus  an  elevated  temperature 
and  the  presence  of  air  and  moisture  hasten  the  advent  and  progress  of 
putrefactive  changes.  The  bodies  of  infants  usually  decompose  more 
rapidly  than  those  of  adults,  fat  bodies  more  quickly  than  lean  ones. 
The  infectious  diseases,  intemperance,  and  the  puerperal  condition  pro- 
mote rapid  decomposition,  as  does  also  death  from  suffocating  gases. 
Poisoning  by  arsenic,  alcohol,  antimony,  sulphuric  acid,  strychnin,  and 
chloroform  may  retard  the  progress  of  decomposition.  Burial  in  dry 
soil  and  submersion  in  water  also  retard  the  progress  of  decay. ' 

Cooling  of  the  Body. — The  internal  temperature  of  the  healthy  living 

1  References  to  the  relationship  of  bacteria  to  the  putrefaction  of  dead  bodies  and  a 
discussion  of  certain  medicolegal  phases  of  putrefaction  may  be  found  in  Babes,  4*  Les 
maladies  infectieuses  en  medecine  legale,"  Annales  d'Hygtene  Publique,  March,  1899. 
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body  is  about  37.2°  C.  (99°  Fahr. ).  But  it  may  be  increased  several 
degrees  in  consequence  of  disease.  After  death  the  chemical  changes 
upou  which  the  maintenance  of  this  temperature  depends  rapidly  dimin- 
ish, and  the  body  gradually  cools  to  the  temperature  of  the  surrounding 
medium.  This  usually  occurs  in  from  about  fifteen  to  twenty  hours,  but 
the  time  required  depends  upon  a  variety  of  conditions.  Immediately 
after  death  there  is,  in  nearly  all  cases,  a  slight  elevation  of  internal 
temperature,  owing  to  the  fact  that  the  metabolic  changes  in  the  tissues 
still  continue  for  a  time,  while  the  blood  ceases  to  be  cooled  by  passing 
through  the  lungs  and  peripheral  capillaries.  After  death  from  certain 
diseases — yellow  fever,  cholera,  rheumatic  fever,  and  tetanus — a  consid- 
erable elevation  of  internal  temperature  has  been  repeatedly  observed. 
The  time  occupied  by  the  cooling  of  the  body  may  be  prolonged  after 
sudden  death  from  accidents,  acute  diseases,  apoplexy,  and  asphyxia. 
A  number  of  cases  is  recorded  in  which  the  body  retained  its  heat  for 
several  days,  without  known  cause. 

After  death  from  wasting  chronic  disease,  and  in  some  cases  after 
severe  hemorrhages,  the  cooling  of  the  body  is  very  rapid,  the  internal 
temperature  being  reduced  to  that  of  the  surrounding  air  within  four  or 
five  hours.  Fat  bodies  cool  less  quickly  than  lean  ones,  the  bodies  of 
well -nourished  adults  less  quickly  than  those  of  children  or  old  persons. 
The  temperature  of  the  surrounding  medium,  the  degree  of  protection  of 
the  body  from  currents  of  air,  of  course,  modify  the  progress  of 
cooling;  and  the  internal  organs  naturally  retain  their  heat  longer  than 
the  surface  of  the  body.  The  rate  at  which  cooling  occurs  is  most  rapid, 
as  a  rule,  during  the  hours  immediately  following  death,  notwithstand- 
ing the  post-mortem  rise  which  may  ensue. 

It  will  thus  Ik*  seen  that,  if  required  to  pronounce  upon  the  time 
which  has  elapsed  since  death  in  a  given  case,  we  can  do  so  only  approxi- 
mately. It  is  necessary  to  take  into  account  all  of  the  above-mentioned 
conditions  which  modify  the  rate  of  cooling  of  the  body,  and  then  we 
may  l>e  able  to  state  only  the  probabilities  of  the  case.  It  is  furthermore 
unsafe  in  any  case  to  infer  the  cause  of  death  from  the  rate  of  cooling  of 
the  body. 

Rigor  Mortis. — Death  is  usually  succeeded  immediately  by  a  period  of 
complete  muscular  relaxation.  The  jaw  drops  and  the  limbs  become 
flaccid.  The  muscles  may  retain  for  two  or  three  hours,  however,  the 
capacity  of  contracting,  on  the  application  of  appropriate  stimuli.  On 
the  average,  within  six  hours  the  muscles  become  firm  and  rigid.  This 
post-mortem  rigidity  is  called  rigor  martin.  On  the  occurrence  of  the 
rigor  mortis  the  muscles  l>econie  fixed  in  whatever  position  they  may 
have  had  at  the  time  of  its  occurrence.  It  usually  begins  in  the  muscles 
of  the  eyelids,  extends  to  those  of  the  back  of  the  neck  and  lower  jaw, 
then  to  the  face  and  neck,  and  thence  passing  downward  affects  the  mus- 
cles of  the  thorax  and  lower  extremities.  It  usually  disappears  in  the 
same  order.  Although  commencing  on  the  average  six  hours  after  death, 
it  may  set  in  at  once  or  be  delayed  for  twenty-four  hours  or  more.     It 
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may  pass  off  very  rapidly,  in  rare  cases  in  from  one  to  three  hours;  or 
it  may  persist  for  two  or  three  weeks  or  longer.  It  may  be  said  in  gen- 
eral that  the  average  time  of  its  disappearance  is  within  twenty-four  or 
forty-eight  hours  after  its  occurrence,  depending  on  temperature,  its 
intensity,  the  mode  of  death,  the  period  of  its  advent,  etc.  Caspar 
states  that  in  foetuses  before  term  he  has  never  observed  rigidity,  and 
that  in  young  children  it  is  feeble  and  of  short  duration.  Its  occurrence 
aud  phenomena  may  be  in  some  cases  of  the  highest  medico-legal  impor- 
tance ;  but  its  careful  observation  does  not,  with  our  present  knowledge 
of  its  significance,  appear  essentially  to  further  the  aims  of  the  practical 
pathologist. l 

Contusions. — It  is  often  important  to  determine  whether  violence  has 
been  inflicted  upon  a  body  before  death.  In  regard  to  this  point,  we 
must  remember,  first,  that  blows  and  falls  of  sufficient  violence  to  frac- 
ture bones  and  rupture  the  viscera  may  leave  no  marks  on  the  skin,  even 
though  the  person  has  survived  for  several  days ;  and,  second,  that  there 
are  post-mortem  appearances  which  simulate  ante-mortem  bruises.  A 
severe  contusion  during  life  may  present,  at  first,  no  mark  or  only  a 
general  redness.  After  a  short  time  the  injured  part  becomes  swollen 
and  of  a  red  color ;  this  color  inav  be  succeeded  bv  a  dark  blue,  and  this 
iii  turn  fade  into  a  greenish  yellow  or  yellow ;  these  later  appearances 
are  due  to  an  escape  of  blood  from  the  vessels  and  to  a  subsequent  de- 
composition of  haemoglobin.  If  therefore  we  cut  into  such  an  ecchy- 
mosis  after  death,  we  find  extravasated  blood  or  the  coloring  matter  of 
the  blood,  in  the  form  of  pigment  granules,  free  in  the  tissues.  Post- 
mortem discolorations,  on  the  other  hand,  although  their  external  ap- 
pearance may  resemble  that  of  ante-mortem  ecchymosis,  are  not  formed 
by  an  extravasation  of  blood,  but  by  a  circumscribed  congestion  of  the 
vessels  or  by  an  escape  of  blood-stained  serum.  If  we  cut  into  such  dis- 
colorations, therefore,  we  find  no  blood  outside  the  vessels.  Care  should 
be  taken  not  to  mistake  the  lesions  of  hemorrhagic  infection  for  trau- 
matic ecchvmoses. 

Blows  on  the  skin  of  a  body  which  has  been  dead  for  not  more  than 
about  two  hours  may  produce  true  ecchymoses  with  extravasation  of 
blood,  such  as  can  be  distinguished  with  great  difficulty  or  not  at  all 
from  those  formed  during  life.  If  putrefactive  changes  be  present,  the 
difficulty  of  distinguishing  between  ante-mortem  and  post-mortem  bruises 
is  greatly  enhanced. 

Hanging  and  strangulation  are  attended  with  the  formation  of  marks 
on  the  neck  which  are  described  in  works  on  forensic  medicine.  These 
marks  must  not  be  confounded  with  the  natural  creases  of  the  skin  of 
the  neck.  Many  adults  during  life  have  creases  of  the  skin  of  the  neck, 
one  or  more  in  number,  running  downward  from  the  ear  under  the  chin 
or  encircling  the  neck.     After  death  these  creases  may  be  much  more 

1  For  further  details  concerning  rigor  mortis,  putrefactive  changes,  particularly  the 
later  stages,  and  the  phenomena  of  cooling  of  the  body,  see  Tidy,  "Legal  Medicine." 
vol.  i.,  or  other  works  on  medical  jurisprudence. 
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evident  than  during  life,  and  may  be  rendered  more  decided  by  the  posi- 
tion of  the  head  and  the  freezing  of  the  body.  They  usually  persist 
until  the  skin  putrefies. 

Wounds. — We  should  notice  the  situation,  extent,  and  direction  of  a 
wound,  the  condition  of  its  edges  and  the  surrounding  tissues.  If  it  be 
a  deep,  penetrating  wound,  its  course  and  extent  should  be  ascertained  by 
careful  dissection  rather  than  by  the  use  of  a  probe. 

If  the  edges  of  a  wound  be  inflamed  and  suppurating,  or  commencing 
to  cicatrize,  it  must  have  been  inflicted  some  time  before  death.  In  a 
wound  inflicted  a  short  time  before  death,  the  edges  are  usually  everted; 
there  may  be  more  or  less  extravasation  of  blood  into  the  surrounding 
tissues,  and  the  vessels  contain  coagula;  but  sometimes  none  of  these 
changes  are  observed.  The  chief  characteristics  of  a  wound  inflicted 
after  death  are  absence  of  a  considerable  amount  of  bleeding,  non-re- 
traction of  the  edges,  and  the  absence  of  extravasation  of  blood  into  the 
tissues.  But  a  wound  inflicted  within  two  hours  after  death  may  resem- 
ble very  closely  one  received  during  life.  In  general,  unless  a  wound  is 
old  enough  for  its  edges  to  present  inflammatory  changes,  we  must  be 
very  careful  in  asserting  its  ante-mortem  or  post-mortem  diameter. 

Fractures. — It  may  l)e  important  to  determine  whether  a  bone  was 
fractured  before  or  after  death.  This  point  cannot  always  be  decided. 
Fractures  inflicted  during  life  are,  as  a  rule,  attended  with  more  extrava- 
sation of  blood  and  evidences  of  reaction  in  the  surrounding  tissues;  but 
fractures  produced  within  a  few  hours  after  death  may  resemble  these 
very  closely.  Usually  a  greater  degree  of  force  is  necessary  to  fracture 
bones  in  the  dead  than  in  the  living  body. 

8cars  and  Tattoo  Marks. — The  presence  and  character  of  cicatrices 
should  be  noticed.  Scars  produced  by  any  considerable  loss  of  substance 
may  become  very  much  smaller  and  less  conspicuous,  but  never  entirely 
disappear.  Slight  and  superficial  wounds,  however,  leave  marks  which 
may  not  be  permanent.  The  discoloration  produced  by  tattooing  may, 
although  it  rarely  does,  disappear  during  life. 

Internal  Examination.1 

After  completing  the  external  inspection  of  the  body,  we  commence 
the  internal  examination.  In  order  that  this  examination  may  be  made 
both  thoroughly  and  rapidly,  we  should  follow  a  regular  method.  The 
method  should  Lie  such  as  will  enable  us  to  examine  the  relations  of  parts 
to  one  another,  without  seriously  disturbing  them,  and  to  remove  and 
insi>eet  the  organs  in  such  an  order  and  manner  as  will  not  interfere  with 
the  examination  of  parts  which  are  to  follow.  In  certain  cases  it  may 
be  necessary  to  depart  from  the  regular  method;  but,  as  a  rule,  the 
following  plan  will  l>e  found  most  advantageous. 

1  Absolute  and  relative  sizes  and  weights  of  various  parts  and  organs  of  the  body, 
and  much  other  valuable  statistical  data,  mav  1m*  found  in  Yurordt's  **  Anatomische, 
Physiolotrische  und  Physikalische  Dateu  und  rfabellen."  Jena.  1893. 
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It  is  important  to  remember  the  difference  between  the  distribution 
of  the  blood  in  the  body  during  life  and  after  death.  During  life  the 
blood  is  in  constant  motion  and  is  distributed  in  a  regular  way  in  the 
heart,  capillaries,  arteries,  and  veins.  Inflammations  and  obstructions 
to  the  circulation  may  disturb  this  natural  distribution  and  produce  con- 
gestion of  particular  parts  of  the  body.  After  death  the  blood  ceases  to 
circulate ;  it  leaves  the  left  cavities  of  the  heart,  the  arteries  and  capil- 
laries, and  collects  in  the  veins  and  the  right  cavities  of  the  heart.  Ac- 
cording to  the  character  of  the  disease  which  causes  death,  coagulation 
of  the  blood  takes  place  more  or  less  extensively  and  at  an  earlier  or 
later  period.  The  local  congestions  which  existed  during  life  often  dis- 
appear after  death.  On  the  other  hand,  local  congestions  are  found  after 
death  which  did  not  exist  during  life.  Thus,  after  death  the  scalp  often 
contains  a  large  amount  of  venous  blood.  The  veins  of  the  pia  mater 
and  the  sinuses  of  the  dura  mater  may  be  filled  with  blood.  The  mucous 
membrane  of  the  larynx  and  trachea  may  appear  to  be  deeply  congested. 
The  lungs  are  congested  if  the  patient  has  been  comatose  for  some  hours 
before  death.  All  the  tissues  of  the  back  and  the  membranes  of  the 
spinal  cord  are  often  gorged  with  venous  blood.  The  right  auricle  and 
ventricle  of  the  heart  may  contain  fluid  or  clotted  blood  in  considerable 
quantity. 

THE  HEAD. 

The  scalp  is  divided  by  an  incision  across  the  vertex,  from  ear  to  ear. 
The  flaps  are  dissected  forward  and  backward,  taking  up  the  temporal 
muscles  with  the  skin  and  leaving  the  pericranium  attached  to  the  bone. 
The  internal  surface  of  the  scalp  and  the  pericranium  are  to  be  searched 
for  ecchymoses  and  inflammatory  lesions. 

A  circular  incision  is  now  made  through  the  cranium  with  a  saw. 
The  incision  should,  in  front,  pass  through  a  point  about  three  and  one- 
half  inches  above  the  bridge  of  the  nose ;  behind,  through  the  occipital 
protuberance.  Care  should  be  taken  not  to  cut  through  the  dura  mater 
with  the  saw.  When  the  roof  of  the  cranium  is  thus  entirely  loosened, 
a  stout  hook  is  introduced  under  the  upper  edge  of  the  calvarium,  and 
this  is  wrenched  off  with  a  jerk. 

Sometimes  the  dura  mater  is  so  firmly  adherent  to  the  calvarium  that 
the  latter  caunot  be  torn  from  it  without  injury  to  the  brain.  In  this 
case,  and  also  if  the  dura  mater  should  have  been  accidentallv  cut 
through  by  the  saw  in  making  the  circular  incision,  the  dura  mater  may 
be  cut  through  at  the  level  of  the  cranial  incision,  and  the  brain  removed 
with  the  calvarium  and  separated  afterward.  Or,  which  is  better,  in 
addition  to  the  circular  incision,  a  longitudinal  incision  is  made,  from 
front  to  back,  about  three-quarters  of  an  inch  to  one  side  of  the  median 
line  of  the  skull,  and  a  segment  of  bone  removed.  The  kuife  blade  may 
now  be  inserted  from  the  open  side,  and  the  dura  cut  away  from  the 
skull-cap  along  the  line  of  the  longitudinal  sinus,  where  the  adhesions  are 
apt  to  be  most  firm. 
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We  should  notice  whether  or  not  the  calvarium  is  symmetrical.  The 
cranial  bones  increase  in  size  by  a  growth  of  bone  at  the  edges  of  the  su- 
tures. If  auy  suture  become  completely  ossified  and  closed  prematurely, 
the  bones  will  be  unequally  developed.  The  thickness  and  density  of 
the  cranial  bones  vary  considerably  within  the  limits  of  health.  There 
art?  often  deep  depressions  on  the  inner  surface  of  the  skull  along  the 
sagittal  suture,  caused  by  the  pressure  of  the  Pacchionian  bodies,  and  of 
no  pathological  significance.  We  should  observe  the  blood  content  of 
the  bone,  determine  the  existence  or  absence  of  fractures,  inflammatory 
lesions,  exostoses,  etc. 

The  Dura  Mater  is  now  exposed.  It  is  more  or  less  adherent  to  the 
calvarium ;  a  moderate  amount  of  adherence,  especially  in  old  persons, 
does  not  denote  disease.  Very  extensive  and  firm  adhesions  are  usually 
produced  by  inflammation.  Near  the  median  line  the  Pacchionian  bodies 
often  project  through  the  dura  mater  and  may  produce  indentations  in 
the  internal  surface  of  the  calvarium.  We  must  look  for  clots  and  for 
tumors  and  for  inflammatory  lesions  on  the  external  surface  of  the  dura 
mater.  The  longitudinal  sinus  should  be  laid  open  and  its  contents  ex- 
amined. A  circular  incision  is  then  made  through  the  dura  mater  in  a 
line  corresponding  to  the  cranial  incision;  the  falx  is  divided  between 
the  anterior  lobes  of  the  braiu,  and  the  entire  membrane  drawn  back. 
We  should  observe  the  existence  of  abnormal  adhesions  of  the  dura  mater 
to  the  pia  mater,  toaring  in  mind  that  a  moderate  amount  of  adhesion 
along  the  longitudinal  fissure  is  normal.  The  internal  surface  of  the 
dura  mater  is  to  l>e  examined  for  the  products  of  inflammation  and  for 
tumors. 

The  Pia  Mater  covering  the  convex  surface  of  the  brain  is  now  ex- 
posed. The  degi-ee  of  congestion,  and  the  existence  of  serum,  pus,  or 
blood,  l>eneath,  within,  or  upon  it,  are  now  to  be  ascertained  before  the 
brain  is  removed.  The  pia  mater  in  old  persons  frequently  loses  its 
transparency  and  Incomes  thick  and  white;  this  change  is  most  marked 
along  the  longitudinal  fissure  and  large  vessels.  Marked  and  general 
thickening  of  the  pia  mater  is  the  result  of  chronic  inflammation.  Along 
the  longitudinal  fissure,  and  sometimes  at  a  considerable  distance  from  it, 
we  usually  find  small,  elevated,  whitish  nodules,  which  are  the  Pacchio- 
nian ImUch  and  are  normal  in  the  adult. 

The  amount  of  serum  beneath  the  pia  mater  varies.  A  considerable 
amount,  especially  in  cachectic  persons,  may  exist  without  brain  disease. 
Clear  serum,  raising  the  pia  mater  and  separating  the  convolutions  of  the 
brain,  may  be  simply  dropsical  or  due  to  chronic  meningitis.  Turbid 
and  purulent  scrum,  beneath  and  in  the  pia  mater,  is  due  to  acute 
or  chronic  meningitis.  The  degree  of  flatness  of  the  surface  of  the 
convolutions  should  be  observed  1h»  fore  removing  the  brain;  for,  when 
marked,  it  affords  an  important  indication  of  pressure,  from  haemorr- 
hage, inflammatory  products,  internal  fluid  effusions,  and  tumors.  The 
pia  mater  should  i>e  carefully  examined  for  miliary  tul)ercles. 

The  Brain. — After  examining  the  convex  surface  of  the  brain,  the  an- 
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terior  lobes  of  the  cerebrum  are  to  be  pulled  gently  backward,  the 
nerves,  vessels,  and  teutorium  severed,  and  the  medulla  cut  squarely 
across,  as  low  dowu  as  possible.  The  brain  is  now  removed  from  the 
cranium  by  passing  the  fingers  of  one  hand  down,  beneath,  and  behind 
the  lol>es  of  the  cerebellum,  and  drawing  the  brain  out,  supporting  the 
convexity  with  the  other  hand. 

The  adult  brain  in  the  male  weighs  on  the  average  about  1,400 grams; 
thai  of  the  female,  about  155  grams  less.     The  average  proportional 


covTotrrmNs. 


weight  of  the  brain  to  that  of  the  body  is  about  one- forty-fifth,  although 
in  this,  as  in  the  absolute  weight,  there  is  considerable  variation. 

The  exact  situation  of  any  lesion  which  is  apparent  externally  should 
be  described  by  its  relation  to  the  lobes,  fissures,  convolutions,  aud  sulci 
(Fig.  1). 

The  brain  is  first  laid  upon  its  convex  surface,  and  the  anterior,  mid- 
dle, and  posterior  cerebral  arteries,  as  well  as  the  basilar  and  the 
carotids,  are  to  be  examined  for  emboli,  thrombi,  atheroma,  and  aneur- 
isms. Evidence  of  extravasations  of  blood,  tumors,  and  inflammatory 
lesions  are  now  to  be  looked  for.  The  brain  is  next  turned  over  on  to 
its  base.  Au  incision  is  made  through  the  pia  mater,  over  the  convex 
surface  of  the  cerebrum.  The  membrane  is  stripped  up,  and  its  adher- 
ence to  the  brain  and  its  thickness  are  noted. 

The  more  common  method  of  opening  the  brain  is  as  follows:  The 
halves  of  the  cerebrum  arc  to  be  separated  until  the  superior  surface  of 
the  corpus  callosum  is  exposed  (Fig.  2).  A  longitudinal  incision  is 
made  through  the  junction  of  the  corpus  callosum  and  the  cerebrum,  and 
downward  into  the  ventricle.  The  incision  should  be  made  carefully,  so 
as  not  to  cut  through  the  ventricle  into  the  ganglia  below.     The  incision 
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thus  made  through  the  roof  of  the  ventricle  is  prolonged  backward  and 
forward  in  the  direction  of  the  cornua,  so  as  to  expose  the  entire  ventri- 
cle. A  longitudinal  incision  is  then  made  outward  and  backward  into 
the  hemisphere,  from  the  outer  edge  of  the  lateral  ventricle  nearly  to 
the  pia  mater.  A  second  incision  is  then  made  through  this  cut  surface 
outward,  and  this  is  repeated  until  the  hemisphere  is  divided  into  a 


mnnlHT  of  long,  prism -.shaped  pieces,  held  together  by  the  pia  mater 
and  a  small  portion  of  the  cortex.  The  Itniiu  is  now  turned  around  so 
as  to  bring  the  other  hemisphere  under  the  hand,  and  the  operation  is 
repealed  on  the  other  side. 

The  size,  shape,  and  contents  of  the  ventricles  should  In-  noticed,  and 
the  thickness  and  appearance  of  the  cpciidyuta. 

The  fornix  and  the  central  portion  of  the  corpus  callosnm  are  cut 
across  by  passing  the  point  of  the  knife  through  the  foramen  of  Monro 
mid  cutting  upward.  They  arc  thru  drawn  backward,  one  of  the  pos- 
terior cornua  of  the  fornix  l>eing  severed  and  laid  to  one  side.     The 
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velum  interposituin  and  the  choroid  plexus  are  now  dissected  up,  the 
blood  eontentH  and  the  general  appearance  noted,  and  the  third  ventricle 
examined.  Not  Infrequently  small  cysts  of  the  choroid  are  found,  which 
seem  bo  have  little  or  no  pathological  significance. 

Tin-  fourth  ventricle  is  no«-  opened  by  a  longitudinal  Incision  through 
the  vermiform  process,  Bach  hemisphere  of  the  cerebellum  is  divided 
first  Into  two  parts,  by  an  incision  through  the  upper  ami  inner  convex 
border,  and  then  each  segment  is  further  divided  by  incisions  iu  the 
sit:  i  h  ■  direction. 

Thin  transverse  sections  are  now  made  through  the  cerebral  ganglia, 
commencing  in  front  (Fig.  3).     The  ganglia  are  supported,  and  the  sec- 


tions caused  to  tail  apart  as  they  are  cut,  by  carrying  the  fingers  of  one 
hand  under  the  brain,  and  gently  lifting  the  ganglia  at  points  just  be- 
neath where  the  sections  are  made.  It  is  important  to  observe  the  exact 
position  of  any  lesion  which  may  be  discovered  in  the  cerebral  ganglia, 
their  relations  to  the  external  and  internal  capsule  and  to  the  caudate 
and  lenticular  nuclei. 

Finally,  the  segments  of  the  cerebrum  anil  eerelielluin  are  folded  up 
together  irilo  their  original  positions,  the  whole  is  turned  over  on  to  the 
vertex,  and  thin  sections  are  made  through  the  medulla.  Small  chits  iu 
the  medulla  should  not  be,  overlooked. 

In  ease  of  the  discovery  of  apoplectic  clots,  areas  of  softening,  etc., 
cither  in  the  hemispheres  or  in  the  basal  ganglia,  after  their  local  ion  ami 
extent  are  determined,  they  should  be  carefully  searched  for  lesions  of 
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the  blood-vessels,  minute  aneurisms,  areas  of  degeneration,  aod  rup- 
tures. For  this  purpose  it  may  be  necessary  to  allow  a  stream  of  water 
to  run  over  the  affected  portion,  so  as  to  wash  out  the  brain  substance 
and  expose  the  vessels.  In  some  eases  the  blood-vessels  are  best  exposed 
by  macerating  the  brain  tissne  at  the  seat  of  the  lesion  for  some  hours  in 
water,  and  then  washing  out  the  brain  Rnbstanee  under  the  faucet. 

While  the  above  mode  of  dissecting  the  brain  gives  a  very  complete 
view  of  the  seat  and  extent  of  lesions  in  general,  when  n  more  exact 
localization  of  lesions  with  a  microscopic  examination  is  to  be  made,  the 
following— -called  Meynert's  method — is  a  better  method  of  opening  the 
brain: 

After  completing  the  external  examination,  as  detailed  above,  the 
brain  is  laid  ou  its  vertex,  the  cerebellar  end  toward  the  operator.  The 
cerebellum  is  raised  by  the 
fingers  of  the  left  haud,  and 
the  pia  cut  through  along 
the  sides  of  the  corpora 
quadrigemina,  around  the 
crura  and  along  the  inner 
margins  of  the  temporal 
lobes,  to  the  middle  cerebral 
artery  on  both  sides  (Fig.  4 ). 
Then,  raising  the  temporal 
lobes,  in  turn,  by  their 
apices,  the  pia  is  cut  through 
along  the  course  of  the  mid- 
dle cerebral  artery  into  the 
Sylvian  fissure,  and  along 
the  course  of  its  posterior 
branch  to  its  end.  Xow, 
drawing  the  temporal  lobes 
one  after  the  other  upward 
and  outward,  their  junction 
with  the  base  is  cut,  the 
knife  being  held  horizontally  so  as  not  to  injure  the  basal  ganglia,  until 
the  descending  horn  is  opened.  The  point  of  the  knife  being  in  the 
descending  horn,  the  incision  through  the  brain  substance  then  passes 
outward  and  backward  well  into  the  posterior  horn,  thus  partially  sever- 
ing, at  the  lateral  surface  of  the  brain,  the  junction  of  the  occipital  and 
temporal  loin's.  The  temporal  IoIk-s  are  then  turned  outward  and  back- 
ward (Fig.  4). 

The  operculum  is  now  pulled  well  outward,  completely  exposing  the 
island  of  Roil,  and  a  slightly  curved  transverse  incision  is  made,  deep 
enough  to  pass  into  the  anterior  horns  of  the  ventricles,  connecting  the 
anterior  sulci  of  the  island  of  ltcil  (Fig.  4,  A,  B). 

Xow  raising  the  cerebellum  and  inserting  the  point  of  the  knife  into 
the  ventricle,  with  short  incisions  from  within  outward,  cut  through  the 


j.  4.      BCHKMITK-  I'H-n.KHiF  Bl 

I'D  or  I  UAH  f.i  Tin  v  moHTKE  Bask  (Meymrt's  uwitamli. 

tun  I  y,  Triiinonil  li>bn  lunird  tMrkwiirU  and  outnnl ; 

ft  A  C,  B  D.  Urn-  .il  LDrialon  to  n-tnov*  basal  pieo-. 


THE    METHOD   OF   MAKING  POST-MORTEM    EXAMINATIONS. 


15 


internal  capsule  on  either  side  from  back  to  front  (Fig.  4,  C  A  and  D  B) 
care  being  taken  not  to  injure  the  basal  gauglia.  Then  cut  across  the 
crura  of  the  fornix  and  the  septum  lueiduin, 
leaving  the  fornix  lying  ou  the  corpus  eal- 
losum. 

The  square  basal  piece  (Fig.  5)  thus  freed 
— the  brain  axis — includes  the  island  of  Reil, 
the  basal  ganglia,  the  crura,  pons,  medulla, 
and  cerebellum.  The  remaining  portion — 
the  brain  mantle — includes  the  convolutions, 
corpus  callosuni,  and  fornix  (Fig.  6). 

The  basal   piece  may  be  further  examined 
by  a  scries  of  transverse  incisions,  from  one- 
half  to  three-quarters  of  an  inch  apart,  and  it 
may  be  hardened  either  with  or  without  the  bated  "m 
cerebellum.      The    eon  volutions   may  be    cut  A3Sa-"  KH0M  abovk. 
into  small  pieces  by  longitudinal  and  transverse  incisions,  made  from 
within  and  not  reaching  quite  to  the  pia  mater,  which  will  then  serve 
to  hold  the  pieces  together  in  their  proper  relations  to  one  another.1 


Fig.  6.— Thk  Brai: 


Fig.  8.— Thk  brain  mantle,  as  seen  from  Below. 
1.  Internal  capsule;  B.  operculum;  C,  posterior  bonier  of  corpus  callonuiii ;  D,  ilescend lag  horn  : 


The  Base  of  the  Cranium. — We  now  return  to  the  skull.  The  re- 
maining sinuses  of  the  dura  mater  should  be  opened,  and  this  membrane 
then  entirely  stripped  from  the  bone.     The  bones  at  the  base  of  the  skull 

1  For  further  details  of  this  method  of  opening  the  bruin  and  a  consideration  of  its 
advantages,  see  Van  Gieton,  "Laboratory  ISotea,"  etc..  New  York  Medical  Journal, 
July  20th.  1888. 
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are  to  be  examined  for  fractures,  inflammatory  lesions,  and  tumors.  In 
eases  of  acute  purulent  meningitis,  the  temporal  and  frontal  bones  should 
be  carefully  examined,  as  the  inflammatory  process  is  sometimes  trans- 
mitted from  the  internal  ear,  or  mastoid  cells,  or  frontal  sinuses. 

The  eyes  may  be  removed  by  breaking  the  roof  of  the  orbit  with  a 
hammer,  removing  the  fragments  of  bone,  and  dissecting  away  bone  and 
muscles,  so  as  to  expose  the  optic  nerve  and  posterior  segment  of  the 
eye.  That  portion  of  the  globe  which  is  not  covered  by  conjunctiva  can 
now  l>e  cut  away  with  scissors  aud  removed  with  the  optic  nerve,  or, 
when  permissible,  the  whole  eye  may  be  cut  out. 

The  examination  of  the  internal  ear  may  be  made  by  removing  its 
entire  bony  encasement  with  the  saw  and  chisel,  or  by  the  exposure  of 
special  parts  by  hammer  and  chisel,  and  by  suitable  opening  of  the  re- 
moved parts  with  a  fine  saw. 

Hardening  and  Preservation  of  the  Tissues  for  Microscopical  Examination. 

For  the  study  of  tumors  and  inflammatory  lesionn  of  the  bones  of  the  skull  and 
ossifications  of  the  dura  mater  and  pia  mater,  the  affected  portions  should  be  cut  into 
small  pieces,  fixed  in  flve-per-cent.  formalin  or  in  Orth's  fluid,  see  page  53,  and  decalci- 
fied. The  dura  mater  should  be  stretched  on  a  flat  piece  of  wood  or  cork  with  pins, 
before  hardening. ' 

The  pia  mater  is  so  delicate  that  if  it  be  separated  from  the  brain  when  quite  fresh 
its  tissues  are  apt  to  be  injured.  The  portions  of  the  pia  mater  which  are  to  be  pre- 
served should  therefore  be  removed  by  cutting  off  slices  of  the  brain  substance  about 
half  an  inch  thick,  with  the  membrane  still  attached,  and  placing  the  whole  in  Orth's 
fluid.  After  twenty  four  hours,  the  pia  mater  will  have  become  sufficiently  hard  to 
permit  of  its  being  stripped  off  without  injury,  and  it  is  then  spread  loosely  on  a  flat 
cork  with  pins,  the  free  surface  outward,  and  the  cork  floated,  specimen  side  down,  in 
eighty-percent  alcohol,  changing  to  strong  alcohol  after  twenty-four  hours. 

When  sections  are  required  showing  the  pia  in  its  relationship  to  the  underlying 
brain  tissue,  small  blocks  of  the  bruin  and  pia  together  should  be  cut  out  and  hardened 
in  Orth's  fluid  or  in  formalin  (."> :  100)  solution  (see  page  83). 

When  the  rjKtulyma  is  to  Ik*  studied  apart  from  the  associated  nerve  tissue,  it  may 
be  sliced  off  with  a  sufficient  quantity  of  underlying  brain  substance  to  prevent  its  fold- 
ing, and  liardened  in  Orth's  fluid.  The  brain,  for  general  purposes,  may  be  hardened 
in  Orth's  fluid  or  in  flve-per-cent  formalin.  The  pieces  of  brain  tissue  should  not  be 
more  than  1  cm.  thick;  it  is  better  if  they  are  thinner  than  this.  They  should  be  sus- 
pended in  gauze  or  rest  upon  a  layer  of  absorbent  cotton  on  the  lx)ttom  of  the  jar,  the 
pieces,  if  these  are  numerous,  being  held  apart  by  a  little  cotton.  Thus  the  preserva- 
tive fluid  which  should  be  abundant,  is  in  contact  with  the  surfaces  of  the  pieces  of 
tissue.  Ordinarily,  with  a  change  of  fluid  on  the  second  day,  the  fixation  by  formalin 
or  Orth's  fluid  is  complete  in  a  week,  when  the  fixatives  are  thoroughly  washed  out  and 
replaced  by  fifty  percent  alcohol,  which,  in  turn,  is  replaced  after  forty -eight  hours  by 
eighty-per  cent  or  by  ninty-five-|)er-cent  alcohol. 

When  dtfjf m  ration  in  nerves  is  to  be  studied,  the  specimens  of  nerve  tissue  may, 
by  Marchi's  method,  Ik*  hardened  for  a  week  in  Midler's  fluid,  and  then  transferred  to 
the  following  solution  : 

Mllller's  fluid.  2  parts. 

Osmic  acid,  one  per  cent 1  part. 

After  a  week  the  specimens  art*  washed  and  transferred   to  ninety -flve-per-cent 
1  For  details  of  the  methods  of  hardening,  decalcifying,  staining,  etc..  see  page  52. 
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alcohol.  In  such  specimens  the  fat  droplets  in  the  degenerate  areas  are  black,  while 
the  myelin  is  yellowish  in  color. 

Certain  lesions,  particularly  the  softenings  of  the  brain,  are  best  studied  by  teasing, 
when  fresh,  in  one-half- percent  solution  of  sodium  chloride,  or  in  frozen  sections  of  the 
fresh  tissue.  The  blood-vessels  may  be  stretched  on  cork  with  pins  and  hardened  with 
OrtlTs  fluid  or  formalin.  The  eye  and  portion  of  the  optic  nerve,  if  removed,  should 
be  fixed  by  Orth's  fluid  and  the  hardening  completed  by  alcohol. 

For  many  methods  of  fixation  and  study  which  are  useful  for  special  purposes,  we 
refer  to  special  works  on  technique. 

THE  SPINAL  CORD. 

The  examination  of  the  spinal  cord  is  usually  most  conveniently  made 
after  the  removal  of  the  brain. 

The  body  should  be  placed  face  downward,  with  a  block  under  the 
thorax  and  the  head  hanging  over  the  edge  of  the  table.  An  incision  is 
made  through  the  skin  and  muscles  along  the  entire  length  of  the  spine, 
and  the  soft  parts  are  dissected  away  on  each  side  so  as  to  expose  the 
laminae  of  the  vertebral  column.  The  laminae  are  then  divided,  close 
within  the  articular  processes,  with  the  saw. 

The  saw  should  be  so  directed  in  severing  the  laminse  that  the  inci- 
sion shall  touch  the  outer  border  of  the  spinal  canal,  as  otherwise  the 
laniinse  and  spinous  processes  are  not  easily  separated.  Great  care 
should  be  taken  on  the  one  hand  not  to  injure  the  cord  with  the  saw, 
and  on  the  other  completely  to  loosen  the  portions  of  bone  to  be  removed. 
These,  which  are  the  spinous  processes  and  laminae,  are  now  torn  away 
together,  with  a  stout  hook,  exposing  the  cord. 

By  means  of  a  long,  curved  chisel,  made  for  this  purpose,  the  bodies 
of  the  vertebrae  may  be  removed  from  the  front  after  the  thoracic  and 
abdominal  viscera  are  taken  out,  and  the  cord  thus  exposed  and  re- 
moved. But  in  this  anterior  method  of  removing  the  cord,  as  well  as  by 
the  use  of  chisel  and  mallet,  bone  shears,  etc.,  in  the  ordinary  method, 
there  is  great  liability  of  injuring  the  delicate  tissues  of  the  cord  and 
producing,  as  Van  Gieson  has  shown, '  mechanical  alterations  which  are 
likely  to  be  mistaken  for  malformations  or  the  results  of  disease. 

When  the  body  has  lain  on  the  back,  the  membranes  of  the  cord  may 
be  found  considerably  congested,  without  indicating  the  pre-existence  of 
disease.  If  the  body  has  lain  for  some  time,  epecially  in  warm  weather, 
serous  fluid  may  have  accumulated  within  the  membranes,  as  a  result  of 
post-mortem  change. 

The  roots  of  the  nerves  are  now  to  be  cut  across,  as  far  away  as  pos- 
sible from  the  cord,  and  the  cord  removed  in  its  membranes,  care  being 
taken  not  to  press  it  in  any  way.  It  is  the  safest  plan  not  to  grasp  the 
cord  itself,  but  with  a  forceps  to  seize  the  dura  mater  and  thus  lift  it  up 
at  once  as  it  is  freed  from  its  attachments.  It  is  now  laid  on  the  table, 
and  the  dura  mater  laid  open  with  scissors  on  the  anterior  and  posterior 
surfaces  over  its  entire  length,  and  searched  for  tumors,  inflammatory 

1  Van  Gieson ,  a  A  Study  of  the  Artefacts  of  the  Nervous  System,"  New  York  Med- 
ical Journal,  vol.  hi.,  pp.  387,  865,  421.     1892. 
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lesions,  etc.  The  finger  should  be  passed  gently  along  the  cord  as  it  lies 
on  the  table,  so  as  to  detect  any  marked  softening  or  sclerosis.  The 
weight  of  the  spinal  cord  is  from  30  to  38  grams.  It  should  now  be  held 
lightly  over  the  fingers,  and  smooth  transverse  incisions  made,  with  a 


very  sharp  knife  or  razor,  about  half  an  inch  apart  through  its  entire 
substance  U'twceil  the  segments,  leaving  these  attached  to  the  pia  mater. 

The  segments  of  the  spinal  cord  arc  those  pails  from  which  the  spi- 
nal nerves  arise,  and  it  is  convenient  for  the  location  and  description  of 
lesions  to  iuhuIht  tin*  segments  in  correspondence  with  the  nerves  which 
arise  from  them  and  to  indicate  on  outline  diagrams  of  the  cord  (Fig.  7) 
the  exact  scat  of  small  lesions. 

The  cut  surfaces  should  In-  carefully  examined  for  abnormal  blood 
contents,   ha-morrhages,   in  flu  minatory  lesions,   softening,  scleroses,  and 
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pigmentations.  Important  lesions  of  the  cord  may  be  invisible  to  the 
naked  eye,  and  hence,  if  disease  be  suspected,  the  organ  should  be  pre- 
served for  microscopical  examination.  The  spinal  ganglia  may  now  be 
removed  and  preserved  for  further  examination.  After  removal  of  the 
cord,  fractures  and  displacements  of  the  vertebrae  are  easily  recognized. 

Preservation  op  the  Spinal  Cord  and  its  Membranes,  and  op  Peripheral 
Nerves. — After  the  removal  of  the  spinal  dura,  the  entire  cord  with  its  nerve  roots — 
the  segments  into  which  it  has  been  cut  for  gross  examination  being  left  in  place — should 
be  laid  on  a  wad  of  absorbent  cotton  in  a  large  jar  of  Orth's  fluid  or  formalin,  the  seg- 
ments being  slightly  separated  from  each  other  by  a  little  absorbent  cotton.  Van  Gie- 
son  recommends  the  careful  rolling  of  the  segmented  cord  into  a  loose  spiral  and  laying 
this  coil  on  a  wad  of  absorbent  cotton  in  the  fixative.  In  this  way  the  cut  ends  of  the 
segments  are  held  apart,  accessible  to  the  fluid,  and  harden  with  little  distortion. 

The  hardening  and  preservation  of  the  cord  may  be  done  by  the  same  methods  as 
suggested  above  for  the  brain.  If  the  dura  mater  of  the  cord  alone  is  to  be  preserved, 
it  should  be  treated  in  the  manner  suggested  for  the  dura  mater  cerebralis.  The  pia 
mater  spinalis  is  best  studied  in  sections  through  the  entire  cord,  the  membranes  being 
left  in  tritu. 

Peripheral  nerves  may  be  hardened  in  Orth's  fluid  or  in  formalin. 

For  the  hardening  of  the  peripheral  nerves,  osmic  acid  is  very  useful,  especially 
when  changes  in  the  myelin  are  to  be  sought  after.  As  osmic  acid  does  not  readily 
penetrate  the  lamellar  sheath  so  as  to  come  in  contact  w-ith  the  nerve  fibres,  in  trunks 
of  any  considerable  size,  the  following  procedure,  as  suggested  by  Van  Gieson,  will  be 
found  useful :  A  piece  about  one-half  inch  long  is  cut  from  the  nerve  to  be  examined : 
one  end  of  this  segment  is  held  with  a  forceps,  while  with  another  forceps  the  individual 
nerve  fibres,  or  small  clusters  of  these,  are  pulled  out  of  the  lamellar  sheath  and  put  at 
once  in  a  one-percent  aqueous  solution  of  osmic  acid,  in  which  they  remain  twenty-four 
hours,  and  are  then  washed  and  transferred  to  glycerin,  to  which  twenty-five  per  cent 
alcohol  is  added.  In  this  mixture  they  may  be  preserved.  Marchi's  method  (see  above, 
p.  16)  is  useful  for  the  study  of  degeneration  in  peripheral  nerves. 

THE  THORAX  AND  ABDOMEN. 

The  body  is  replaced  on  its  back,  and  a  single  straight  incision  is 
made  from  the  top  of  the  sternum  to  the  pubes,  passing  to  the  left  of  the 
umbilicus.  For  this  purpose  a  large  knife  should  be  used,  held  firmly 
in  the  whole  hand,  and  the  movement  should  be  mainly  from  the  shoul- 
der. The  first  incision  should  divide  everything  down  to  the  sternum 
and  T>eritoneuni.  A  short  incision  should  then  be  made  through  the 
peritoneum,  just  below  the  ensiform  cartilage.  Into  this  opening  two 
fingers  of  the  left  hand  are  introduced  and  separated  from  one  another, 
and,  the  parietes  being  raised  and  the  sides  of  the  opening  being  held 
apart  by  the  fingers,  the  peritoneum  is  divided  to  the  pubes,  care  being 
taken  to  hold  the  knife  horizontally  so  as  not  to  cut  the  intestines.  The 
skin  and  muscles  are  then  dissected  off  from  the  thorax  on  both  sides  as 
far  back  as  the  false  ribs. 

This  dissection  should  be  made  by  long  sweeps  of  the  knife,  which 
should  be  made  to  cut  with  the  full  blade  and  not  with  the  point  only : 
and  if  the  skin  and  muscles  be  pulled  strongly  away  from  the  chest  with 
the  left  hand,  it  may  be  done  very  rapidly  and  with  a  few  strokes  of  the 
knife.     We  notice  here  the  amount  of  subcutaneous  fat  and  the  condi- 
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tion  of  the  muscles.  In  order  better  to  expose  the  abdomiual  cavity,  the 
rectus  should  be  divided  transversely  beneath  the  skin  just  above  the 
pubes,  and  the  abdominal  flaps  may  then  be  turned  freely  outward. 

General  Inspection  of  the  Abdominal  Cavity. — We  first  notice  the  posi- 
tion and  general  condition  of  the  viscera.  It  is  best  at  this  stage  of  the 
examination  to  note  the  condition  of  the  vermiform  appendix,  and  to 
look  over  the  peritoneal  cavity  for  serum,  inflammatory  lesions,  evi- 
dences of  perforation,  and  for  the  existence  of  invagination,  incarcera- 
tion, and  herniiB  of  the  intestines.  A  small  quantity  of  reddish  serum 
is  frequently  found  in  the  abdominal  cavity,  particularly  in  warm 
weather,  as  the  result  of  commencing  decompasition. 

It  should  be  remarked  here  that  various  striking  changes  in  the 
character  and  appearance  of  the  internal  organs  are  produced  by  putre- 
faction— changes  which  are  often  mistakenly  regarded  as  evidences  of 
disease,  and  much  experience  is  required  in  judging  correctly  of  their 
significance.  These  changes  are,  in  general,  softening  and  discoloration, 
both  of  which  may  occur  as  the  result  of  disease.  It  may  be  said  in 
general  that  the  post-mortem  reddening,  or  hypostases,  are  most  marked 
in  the  more  dependent  parts  of  the  organs.  Post-mortem  softening  usu- 
ally affects  entire  organs,  not  being  limited  to  a  part,  as  is  often  the  case 
in  disease.  Gray  or  greenish -brown  post-mortem  discolorations  are  apt 
to  appear  in  those  organs  or  parts  of  organs  which  lie  in  contact  with  the 
intestinal  canal.  Parts  of  internal  organs  such  as  the  liver,  which  have 
been  the  seat  of  localized  congestion  during  life,  may  after  death  assume 
a  dark -greenish  color. 

The  omentum  is  usually  spread  over  the  surface  of  the  small  intes- 
tines, but  it  may  be  rolled  up  and  displaced  in  a  variety  of  ways,  or  may 
be  adherent  at  some  point  to  the  small  intestines  or  the  abdominal  wall. 

The  surface  of  the  small  intestines  should  be  smooth  and  shining. 
They  may  l>e  greatly  distended  with  gas,  and  thus  so  completely  cover 
the  other  abdominal  viscera  that  it  becomes  necessary  to  let  out  some  of 
the  gas  by  a  small  puncture.  The  transverse  colon  passes  across  the 
abdomen  through  the  upper  part  of  the  umbilical  region.  It  may  be 
lower  than  the  umbilicus,  or  higher  up  against  the  liver  and  diaphragm; 
it  may  be  distended  with  gas  or  contracted. 

The  fiver  is  situated  in  the  right  hypochondriac  and  epigastric  re- 
gions, filling  the  concavity  of  the  diaphragm.  Its  upper  border  reaches, 
in  the  linea  niammillaris,  to  the  fifth  intercostal  space;  in  the  liuea  axil- 
laris, to  the  seventh  intercostal  space;  close  to  the  vertebral  column,  to 
the  tenth  intercostal  space.  At  the  median  line  the  upper  border  of  the 
liver  corresponds  to  the  lower  bonier  of  the  heart.  The  left  lobe  extends 
about  three  inches  to  the  left  of  the  median  line.  The  lower  border  of 
the  right  lobe  usually  reaches  to  the  fret*  border  of  the  ribs,  while  the 
left  lobe  is  visible  for  about  an  inch  below  the  ensiform  cartilage.  In 
women  the  liver  is  usuallv  lower  than  in  men. 

« 

The  position  of  the  liver  is  affected  by  changes  in  the  thoracic  cav- 
ity, forcing  it  downward;  by  changes  in  the  abdominal  cavity,  forcing 
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it  upward ;  by  constriction  of  the  waist  in  tight  lacing,  forcing  it  either 
upward  or  downward ;  by  changes  in  the  size  of  the  organ  itself.  The 
liver  may  not  only  be  displaced  downward,  but  dislocated  so  that  its 
convex  surface  faces  the  abdominal  wall  and  its  posterior  edge  is  turned 
upward  against  the  diaphragm. 

The  stomach  is  situated  in  the  left  hypochondriac  and  epigastric  re- 
gions, extending  also  into  the  right  hypochondrium ;  it  lies  in  part 
against  the  anterior  wall  of  the  abdomen,  in  part  beneath  the  liver  and 
diaphragm,  and  above  the  transverse  colon.  Its  anterior  surface,  which 
is  directed  upward  and  forward,  is  in  contact  above  with  the  diaphragm 
and  the  under  surface  of  the  liver,  and  lower  down  with  the  abdominal 
wall  opposite  to  the  epigastric  region.  Its  posterior  surface  is  turned 
downward  and  backward,  and  rests  on  the  transverse  mesocolon,  the 
pancreas,  and  the  great  vessels.  To  its  lesser  curvature  or  upper  border 
are  attached  the  gastro-phrenic  ligament  and  the  gastro-hepatic  omen- 
tum. To  the  greater  curvature  or  lower  border  is  attached  the  gastro- 
colic omentum.  Its  cardiac  orifice  communicates  with  the  oesophagus, 
its  pyloric  end  with  the  duodenum. 

When  the  stomach  is  distended  the  greater  curvature  is  elevated  and 
carried  forward,  the  auterior  surface  is  turned  upward  and  the  posterior 
surface  downward.  When  distended  with  food  or  gas  the  organ  is  prom- 
inent ;  when  empty  it  may  hardly  be  visible  below  the  ribs ;  when  the 
intestines  are  dilated  it  may  be  entirely  covered  by  them. 

Before  opening  the  thorax  the  hand  should  be  passed  up  against  the 
under  surface  of  the  diaphragm  on  either  side,  to  determine  its  height. 
According  to  Quain,  the  vault  of  the  diaphragm  rises,  in  the  dead  body, 
on  the  right  side  to  the  level  of  the  junction  of  the  fifth  rib  and  sternum, 
on  the  left  side  as  high  as  the  sixth  rib.  Both  the  relative  and  the 
absolute  height  of  the  diaphragm  vary  under  a  variety  of  pathological 
conditions. 

If  the  existence  of  air  or  gas  in  the  pleural  cavities  be  suspected,  the 
abdominal  cavity  should  be  filled  with  water  and  the  diaphragm  punc- 
tured below  the  level  of  the  fluid.  If  air  be  present,  it  will  escape  in 
bubbles  through  the  water. 

The  Thorax. 

We  now  leave  the  abdominal  viscera  and  proceed  to  the  examination 
of  the  thorax.  With  a  costatome  or  a  strong  knife  the  costal  cartilages 
are  divided  close  to  the  ribs,  the  clavicles  are  disarticulated  from  the 
sternum,  and  the  latter  is  removed,  care  being  taken  not  to  wound  the 
large  veins.     We  first  examine  the  position  of  the  heart  and  lungs. 

The  Heart — The  upper  border  of  the  heart  is  on  a  level  with  the 
third  costal  cartilage;  the  lower  border  extends  from  1.3  cm.  below 
the  lower  end  of  the  sternum  to  the  fifth  left  intercostal  space.  The 
left  boundary  of  the  heart  is  situated  to  the  left  of  the  junction  of  the 
fifth  rib  with  its  costal  cartilage,  and  behind  or  to  the  left  of  a  vertical 
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line  drawn  downward  from  the  left  nipple.  The  right  boundary  extends 
2.5  em.  to  the  right  of  the  right  edge  of  the  sternum.  The  portion  of  the 
heart  uncovered  by  the  lungs  is  of  an  irregular  quadrangular  shape.  Its 
lateral  diameter  is  from  3.8  em.  to  11.1  em. ;  its  upj>er  boundary  varies 
from  the  level  of  the  second  costal  cartilage  to  that  of  the  fifth,  but  it  is 
usually  behind  the  third  or  fourth  cartilage  or  fourth  space. 

The  area  of  the  heart  which  is  found  uncovered  will,  however,  vary 
much,  according  to  the  degree  to  which  the  lungs  collapse  after  opening 
the  chest.  Any  disease  which  diminishes  the  size  of  the  lungs,  or  pleu- 
ritic adhesions  which  retract  or  bind  them  down,  may  increase  the  area 
of  exposed  heart.  On  the  other  hand,  emphysema,  pneumonia,  or  any 
disease  which  increases  the  size  of,  or  retains  the  air  in,  the  lungs,  may 
diminish  the  area  of  exposed  heart.  The  exposed  area  varies  also  with 
the  size  of  the  heart  itself. 

The  Pericardium  is  now  opened  by  a  slightly  oblique  incision  on  its 
anterior  surf  aire.  The  existence  of  serous,  fibrinous,  or  purulent  exu- 
date, and  of  adhesions,  is  to  be  noticed.  A  small  quantity  of  clear  serum 
exists  normally  in  the  pericardial  sac,  and  this  serum  may  be  blood- 
stained from  beginning  decomposition.  White  thickenings  of  the  peri- 
cardium on  the  surfaces  of  the  heart  are  often  seen ;  they  do  not  indicate 
important  disease. 

Now  that  the  pericardial  sac  is  open,  the  position  of  the  heart  can  be 
clearly  seen.  It  lies  obliquely  in  the  chest,  its  long  axis  at  an  angle  of 
about  sixty  degrees  with  that  of  the  thorax.  The  portion  of  the  heart 
which  is  first  seen  is  the  anterior  surface  of  the  right  ventricle;  upward 
and  to  the  right  of  this  is  the  right  auricle,  which  lies  about  two-thirds 
on  the  right  of  the  sternum  and  about  one-third  l>ehind  it.  Its  upper 
border  usually  corresponds  to  the  plane  of  the  middle  of  the  anterior 
end  of  the  second  intercostal  space  on  the  right  side.  Its  size  varies 
with  the  amount  of  blood  which  it  contains.  The  left  auricle  lies  behind 
the  root  of  the  pulmonary  artery,  so  that  only  its  apj>endix  is  visible. 
The  middle  of  the  auricle  corresponds  to  the  third  costal  cartilage.  Of 
the  left  ventricle  only  a  narrow  rim  is  seen,  on  the  left  side  of  the  right 
ventricle.  The  pulmonary  valve  is  usually  entirely  or  in  part  on  the 
left  side  of  the  sternum,  behind  the  second  space  or  third  costal  cartilage. 

The  aortic  valve  is  usually  at  the  level  of  the  third  cartilage  or  the 
third  space,  and  l>ehind  the  left  two-thirds  or  half  of  the  sternum.  The 
mitral  valve  is  oblique,  the  upj>er  end  to  the  left.  It  is  on  the  level  of 
the  third  to  the  fourth  cartilage,  near  the  middle  of  the  sternum.  The 
tricuspid  is  oblique,  its  up]>cr  end  to  the  left;  the  upper  end  is  at  the 
level  of  the  third  cartilage,  the  third  space,  or  the  fourth  cartilage. 
The  valve  is  opposite  the  middle  of  the  sternum. 

The  hand  should  now  1m»  passed  over  the  arch  of  the  aorta,  to  ascer- 
tain whether  or  not  an  aneurism  is  present.  The  heart  is  then  grasped 
at  the  apex,  raised  out  of  the  pericardium,  tilted  upward,  and  removed 
unopened  by  cutting  through  the  vessels  at  its  base. 

To  determine  the  sufficiency  of  the  aortic  and  pulmonary  valves,  the 
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heart  is  held  horizontally  by  both  auricles,  so  as  not  to  pull  the  valves 
open,  and  water  is  poured  into  the  aortic  and  pulmonary  arteries,  and 
we  observe  how  well  the  valves  support  the  column  of  liquid.  To  ascer- 
tain the  sufficiency  of  the  mitral  and  tricuspid  valves,  the  auricles  are 
first  laid  open  so  as  to  expose  the  upper  surfaces  of  the  valves.  A  large 
pipe  is  passed  through  the  aorta  or  pulmonary  artery  beyond  their 
valves,  and  a  small  stream  of  water  allowed  to  flow  into  the  ventricles. 
The  auriculo-ventricular  valves  will  be  swollen  upward,  and  we  can  ob- 
serve their  degree  of  sufficiency.  The  tricuspid  valve  is  normally  some- 
what insufficient.  These  water  tests,  however  carefully  applied,  are  not 
very  reliable,  since  under  the  most  favorable  conditions  the  natural 
bearings  of  the  valves  are  not  perfectly  preserved. 

To  ascertain  the  size  of  the  different  valvular  openings,  we  introduce 
the  fingers,  held  flat  with  their  sides  in  contact,  into  each  of  the  orifices, 
and  then  measure  the  width  of  the  fingers  at  the  point  where  they  fill  the 
orifice.  In  this  way  we  find  that,  under  normal  conditions  in  the  adult, 
the  aortic  measures  about  2.5  cm.,  the  mitral  valve  about  4.5  cm.,  the 
pulmonary  about  3.1  cm.,  the  tricuspid  about  5  cm. 

In  order  to  examine  the  interior  of  the  heart,  we  first  make  an  incision 
through  the  anterior  wall  of  the  left  ventricle,  close  by  and  parallel  to 
the  septum,  and  reaching  to  the  apex  of  the  ventricle;  through  this 
opening  the  blade  of  the  enterotome  is  passed  up  into  the  aorta,  the 
pulmonary  artery  being  drawn  aside  with  the  fingers,  and  the  ventricle 
and  aorta  are  laid  open.  With  a  little  care  the  incision  may  be  made  to 
pass  through  one  of  the  points  of  junction  of  the  aortic  valves. 

The  auricles  and  ventricles  may  be  empty,  or  may  contain  fluid  blood 
or  the  so-called  heart  clots.  These  heart  clots  are  of  two  kinds — those 
which  are  formed  some  time  before  death,  and  those  which  are  formed 
during  the  last  hours  of  life  and  after  death.  The  clots  which  are  formed 
some  time  before  death  are  usually  associated  with  organic  disease  of  the 
heart,  especially  with  dilatation  of  the  ventricles.  They  are  firm,  dry, 
and  of  whitish  color;  they  may  be  infiltrated  with  the  salts  of  lime. 
They  are  free  in  the  cavities  of  the  heart,  or  entangled  in  the  trabecule, 
or  firmly  adherent  to  the  endocardium.  They  are  usually  composed  of 
coagulated  fibrin,  blood  platelets,  leucocytes,  and  red  blood  cells,  and  are 
often  lamellated.  The  clots  which  are  formed  during  the  last  hours  of 
life  and  after  death  are  red,  yellow,  or  white.  They  may  be  soft  or  suc- 
culent or  quite  firm.  They  may  be  free  in  the  heart  cavities,  or  be 
adherent  to  the  trabecule,  or  extend  into  the  large  vessels.  They  are 
usually  most  constant  and  of  largest  size  in  the  right  auricle  and  ven- 
tricle. Such  clots  may  be  formed  within  two  hours  after  death.  Clots 
of  this  character  are  common.  If,  then,  the  blood  coagulates  in  the  heart 
within  twenty-four  hours  before  death,  this  coagulum  may  not  be  dis- 
tinguishable from  the  ordinary  post-mortem  clots.  If  it  is  supposed, 
therefore,  that  a  person  dies  from  heart  clot  developed  a  few  hours  before 
death,  the  proof  of  this  must  be  derived  largely  from  the  clinical  symp- 
toms, and  not  from  the  autopsy. 
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The  condition  of  the  aortic  valves  and  of  the  endocardium,  and  the 
thickness  and  appearance  of  the  walls  of  the  left  ventricle,  papillary 
muscles,  chordae  teudiuere,  etc.,  are  now  noticed.  The  right  ventricle  is 
now  opened  by  an  incision  through  its  anterior  wall,  close  to  the  septum, 
and  examined  in  the  same  way.  We  sometimes  see  the  endocardium  of 
the  upper  part  of  the  left  ventricle  thick  and  white,  without  the  exist- 
ence of  valvular  lesions  or  any  clinical  history  of  disease.  The  endocar- 
dium and  valves  are  often  stained  red,  particularly  in  warm  weather,  by 
imbibition  of  coloring  matter  of  the  blood,  set  free  by  decomposition. 
To  complete  the  examination  of  the  cavities  the  enterotome  is  passed  into 
each  auricle,  carried  down  into  the  corresponding  ventricle,  and  an 
incision  made  along  the  outer  border  of  both  auricle  and  ventricle  to  the 
apex  of  the  latter.  In  this  way  the  auriculo- ventricular  valves  are  com- 
pletely exposed.  The  coronary  arteries  should  be  opened  through  all 
their  main  trunks,  with  fine  probe-pointed  scissors,  and  carefully 
examined  for  marks  of  inflammation,  emboli,  thrombi,  etc. 

After  removing  the  blood  the  heart  should  be  finally  weighed.  The 
normal  average  weight  of  the  heart  in  adults  is,  according  to  an  estimate 
of  H.  D.  Arnold,1  in  males  about  290  grams;  in  females  about  260 
grams. 

The  weight  of  the  heart  relative  to  that  of  the  body  is  in  males  about 
1 :  158  to  178 ;  in  females,  about  1 :  149  to  176.  According  to  Buhl,  the 
average  thickness  of  the  wall  of  the  left  ventricle  at  about  the  middle  of 
the  cavity  is  from  1.6  cm.  to  1.7  cm. ;  of  the  right  ventricle,  from  0.4  to 
0.6  cm. 

Generally  speaking,  the  size  of  the  heart  corresponds  to  the  size  and 
the  development  of  the  individual.  In  judging  of  an  increase  or  de- 
crease in  its  size  we  must  consider  the  weight  of  the  organ  and  the  thick- 
ness of  its  walls.  If  the  person  die  while  the  heart  is  contracted,  the 
walls  of  the  ventricles  will  appear  thicker,  their  cavities  smaller  than 
usual.  If  he  die  of  some  exhausting  disease  like  typhoid  fever,  or  if 
decomposition  have  commenced,  the  heart  walls  will  usually  be  flabby 
and  the  cavities  will  api>ear  larger  than  usual. 

Preservation  of  Specimens.— Parenchymatous  and  fatty  degeneration  of  the  heart 
may  Ik*  studied  microscopically  by  teasing  the  fresh  muscle  in  one-half-per-cent  salt 
solution,  or  by  examining  in  the  same  solution  fresh  sections  made  with  the  freezing 
microtome  or  by  hardening  small  pieces  of  the  muscle  in  one-percent  osmic  acid  and 
teasing  in  equal  parts  of  glycerin  and  water. 

The  heart  valves  may  be  stretched  on  a  flat  cork  with  pins  and  hardened  in  Orth's 
or  Zenker's  fluid  or  alcohol.  For  the  methods  of  detecting  bacteria  in  ulcerative  endo- 
carditis, see  section  on  Staining  Bacteria.  When  the  presence  of  bacteria  is  suspected, 
cultures  should  be  made  and  the  tissues  should  be  preserved  in  strong  alcohol. 

The  Pleural  Cavities  are  next  examined.  The  hand  is  passed  into 
each,  and  the  existence  of  serous  or  fibrinous  exudation  or  of  old  adhe- 
sions ascertained.     The  method  of  detecting  the  presence  of  air  has  been 

1  Arnold,  "Observations  on  the  Weight  of  the  Normal  Heart  in  Adults,  in  Two 
Hundred  and  Sixteen  Cases."  Ke]>ort8  of  the  Boston  City  Hospital,  tenth  series,  1889, 
page  S3. 
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given  above.  After  the  commencement  of  putrefaction  reddish  serum 
may  accumulate  in  the  pleural  cavities.  This  should  not  be  mistaken 
for  the  result  of  disease. 

The  Lungs. — Each  lung  is  lifted  up  in  turn,  the  vessels,  etc.,  at  its  base 
are  divided,  and  the  organ  is  removed.  If  the  pleura  is  very  adherent  it 
is  better  to  strip  off  the  costal  pleura  with  the  lung.  After  inspecting 
the  external  surface  of  the  lung,  observing  its  size,  shape,  color,  and  con- 
sistence, and  the  condition  of  the  bronchial  lymph  nodes,  the  bronchi 
are  opened  with  scissors  having  long,  narrow,  blunt-pointed  blades,  one 
blade  a  little  longer  than  the  other.  The  lung  is  held  in  the  left  hand 
with  its  base  upward,  the  large  bronchi  which  run  on  the  inner  side  of 
the  lower  lobe  being  first  opened,  afterward  those  of  the  upper  lobe. 
Each  bronchus  should  be  followed  to  its  smaller  ramifications. 

We  should  observe  the  contents  of  the  bronchi  and  the  appearance  of 
their  walls.  In  the  larger  and  medium-size  bronchi  the  cartilages  in 
their  walls  do  not  form  complete  rings,  but  appear  shining  through  the 
mucous  membrane  like  irregular  white  patches.  This  appearance  should 
not  be  mistaken  for  a  pathological  change.  In  bodies  which  have  been 
dead  for  some  time,  especially  in  cold  weather,  the  bronchial  mucous 
membrane  may  be  red  and  swollen  as  a  post-mortem  change.  The 
contents  of  the  stomach  are  sometimes  forced,  after  death,  into  the 
pharynx,  and  thence  find  their  way  into  the  trachea  and  bronchi,  giving 
them  a  peculiar  reddish  and  even  gangrenous  appearance.  Bronchitis 
does  not  always  leave  lesions  which  can  be  seen  after  death.  The  large 
vessels  should  now  be  examined  for  thrombi,  emboli,  or  other  lesions. 

After  the  examination  of  the  bronchi  the  lung  is  turned  over,  the 
vessels,  etc.,  at  its  root  are  grasped  with  the  left  hand,  and  a  long,  deep  in- 
cision is  made  from  apex  to  base.  We  observe  the  appearance  and  texture 
of  the  lungs,  whether  the  air  vesicles  are  dilated  (emphysematous)  or 
filled  with  serum,  blood,  or  inflammatory  exudation.  Fluid  can  be 
pressed  out  of  the  air  vesicles  without  breaking  down  the  lung  tissue. 
Solid  inflammatory  exudation,  on  the  other  hand,  renders  the  lung  more 
resistant  and  easily  broken  down.  Attention  should  be  paid  to  the  ooz- 
ing of  purulent  or  other  fluid  from  the  smaller  bronchi  when  the  lung 
is  squeezed  near  the  cut  surface.  It  is  the  rule  to  find  the  lower  lobes 
more  congested  than  the  upper. 

Preservation  of  the  Lungs  and  Bronchi. — If  the  lungs  have  been  cut,  small 
pieces  from  the  affected  portions  of  lung  tissue  or  bronchi  should  be  hardened  in  Orth's 
fluid,  care  being  taken  not  to  squeeze  or  handle  them  unnecessarily.  It  is  better,  when 
the  microscopical  examination  is  more  important  than  the  macroscopical,  not  to  open  the 
lungs  at  once,  but  to  fill  the  air  spaces  with  preservative  fluid  by  means  of  a  funnel 
attached  to  a  short  rubber  tube  and  canula,  which  is  tied  into  the  main  bronchus.  In 
this  way  not  only  are  the  minute  structures  better  preserved,  but  the  air  vesicles  are 
filled  out  and  hardened  in  an  approximately  natural  condition.  Care  should  be  taken 
not  to  have  too  great  a  pressure  from  the  inflowing  fluid,  since  then  exudations  might 
be  displaced  or  the  lung  distorted  or  ruptured.  While  the  lung  is  being  filled  it  should 
be  immersed  in  a  vessel  of  the  same  preservative  fluid,  in  which,  after  closing  the  can- 
ula or  ligating  the  bronchus,  it  lies  for  twenty-four  hours.  It  is  then  cut  into  small 
pieces  and  the  hardening  completed.     A  variety  of  hardening  agents  may  be  used : 
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Orth's  fluid  or  formalin  solution  (5  :  100)  is  on  tbe  whole  the  best.  If,  however,  the 
lung  is  commencing  to  decay,  strong  alcohol  will  stop  the  process  most  quickly  and 
give  as  good  results  as  are  possible  under  the  circumstances.  Alcohol  should  be  used 
when  the  lungs  are  to  be  examined  for  bacteria. 

It  is  often  desirable,  and  particularly  in  cases  in  which  the  topography  of  lesions  is 
to  be  studied,  as  in  acute  miliary  tuberculosis,  acute  and  chronic  phthisis,  infarctions, 
etc.,  to  inject  the  blood- vessels  with  colored  gelatin.  The  lung  should,  after  the  injec- 
tion, be  hardened  in  alcohol. 

The  Pharynx,  Larynx,  (Esophagus,  and  Thyroid  Gland. —For  the  re- 
moval of  these  parts  the  incision  through  the  skin  should  be  carried 
upward  as  far  as  practicable— when  permissible,  to  a  point  one  inch  be- 
low the  chin,  the  head  being  allowed  to  hang  backward  over  the  edge  of 
the  table. 

The  soft  parts  are  dissected  from  the  larynx,  taking  care  not  to  cut 
the  thyroid  body,  and  an  incision  is  made  through  the  floor  of  the 
mouth,  following  the  internal  surface  of  the  inferior  maxilla.  Through 
this  incision  the  Angel's  are  introduced  into  the  mouth,  the  tongue  is  drawn 
down,  the  posterior  wall  of  the  pharynx  is  divided  above  the  tonsils,  and 
the  tongue,  pharynx,  and  larynx  are  drawn  out  together.  These  organs 
are  then  pulled  downward,  and  with  the  aid  of  the  knife  the  trachea  and 
cesophagus  are  removed  entire,  the  oesophagus  being  cut  just  above  the 
stomach.  If  the  contents  of  the  stomach  are  to  be  preserved,  as  in  cases 
of  suspected  poisoning,  a  ligature  is  put  around  the  (esophagus  just  be- 
low the  point  at  which  it  is  to  be  cut  off. 

With  the  enterotome  the  pharynx  and  oesophagus  are  now  slit  open 
upon  their  posterior  surfaces.  The  mucous  membrane  thus  exposed  is 
examined  for  evidences  of  caustic  poisons,  of  inflammation,  tumors, 
strictures,  varices,  etc.  The  enterotome  is  next  introduced  into  the 
larynx,  and  this  organ  and  the  trachea  are  laid  open  along  the  posterior 
wall.  Here  we  look  for  oedema  of  the  aryteno-epiglottidean  folds 
( cedema  of  the  glottis),  for  evidences  of  catarrhal,  croupous,  ulcerative, 
and  syphilitic  inflammation,  and  for  tumors  and  lesions  of  the  laryngeal 
cartilages.  (Edema  and  redness  of  the  larynx  may  result  from  post-mor- 
tem changes,  especially  in  bodies  which  have  been  kept  for  several  days 
in  cold  weather.  A  well-marked  (edema  glottidis  during  life  may  leave 
no  trace  after  death.  Putrefactive  changes  usually  commence  early  in 
the  larynx  and  trachea. 

The  thyroid  gland  is  dissected  off  and  examined.  Its  weight  varies 
considerably,  Ikm ng,  according  to  Krause,  somewhat  over  30  grams. 

Preservation  of  the  Pharynx,  Larynx,  Trachea,  etc. — These  structu res  are 
freed  from  superfluous  tissue  and  suspended  entire  by  a  thread  in  a  large  quantity  of 
Orth's  fluid  or  Flemming's  osmie-acid  mixture,  after  which  the  hardening  is  completed 
in  the  usual  way.  The  oesophagus  should  be  stretched  loosely  on  sheet  cork  with  pins, 
and  hardened  in  either  of  the  above  fluids.  The  thyroid  may  be  cut  into  small  pieces 
and  similarly  hardened. 
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The  Abdomen. 

Returning  now  to  the  abdominal  cavity,  we  first  dissect  off  the  omen- 
tum. Tubercles  of  the  peritoneum  may  be  best  seen  in  the  omentum. 
The  colon  is  then  raised  aud  dissected  free,  to  the  caecum  on  one  side  and 
to  the  rectum  on  the  other.  The  colon  and  small  intestines  are  then 
drawn  first  to  the  right  and  then  to  the  left  side,  so  as  to  expose  in  turn 
the  right  and  left  kidneys.  As  each  kidney  is  brought  into  view  an  in- 
cision is  made  through  the  peritoneum  over  the  track  of  the  ureter.  The 
ureter  is  followed  through  its  entire  length  and  its  condition  ascertained. 

Sometimes  one,  more  rarely  all,  of  the  abdominal  viscera  are  unusually 
movable,  owing  to  a  relaxation  of  their  ligamentous  or  other  supports. 
This  condition — enteroptosis — is  uncommon  in  the  liver,  more  frequent 
in  the  spleen,  and  especially  so  in  the  kidneys.  It  has  been  occasionally 
described  in  the  stomach  and  intestines. 

The  Kidneys. — These  organs  are  now  removed,  the  peritoneum  and 
fat  being  separated  from  them  with  the  hand,  and  the  vessels  being  di- 
vided with  the  knife.  The  adrenals,  at  the  upper  end  of  each  kidney, 
are  removed  at  the  same  time.  The  kidneys  may  be  softened  by  putre- 
faction, or  the  surface  may  have  a  greenish -gray  color,  caused  by  the 
post-mortem  action  of  putrefactive  gases  on  the  haemoglobin. 

An  incision  is  made  through  the  capsule,  along  the  convex  border  of 
the  kidney,  and  the  membrane  stripped  off.  We  notice  the  degree  of 
adherence  of  the  capsule  to  the  kidney,  and  also  the  surface  of  the  latter, 
whether  smooth  or  roughened,  pale,  congested,  or  mottled ;  an  incision 
is  made  along  the  convex  surface  down  to  the  pelvis,  so  that  the  organ 
is  divided  into  halves.  We  observe  the  relative  thickness  of  the  cortical 
and  pyramidal  portions,  as  well  as  the  size  of  the  entire  organ.  To  as- 
certain the  latter  point,  it  is  well  to  weigh  each  kidney;  the  normal 
weight  is  from  130  to  150  grams.  The  left  kidney  is,  according  to  Orth, 
from  5  to  7  grams  heavier  than  the  right.  At  from  twenty  to  thirty-five 
years  of  age,  according  to  Thoma,  the  weight  of  the  heart  is  to  the 
weight  of  both  kidneys  as  1 : 1.1.  The  weight  of  the  kidneys  of  adults  is 
given  by  Vierordt  in  general  as  about  0.48  per  cent  of  that  of  the  entire 
body. 

It  is  necessary  to  remember  that  in  a  kidney  which  is  much  atrophied 
there  may  be  an  increase  of  fat  in  the  pelvis,  which  gives  the  organ 
nearly  its  normal  size  and  weight,  while  the  kidney  tissue  proper  may 
have  in  great  measure  disappeared. 

We  now  inspect  the  kidney  tissue  more  closely,  especially  the  cortical 
portion.  The  pyramids  consist  largely  of  tubes  running  in  nearly 
straight  lines  from  the  apex  to  the  base  of  each  pyramid.  These  straight 
tubes  pass  from  the  pyramids  into  the  cortex  in  bundles,  called  medul- 
lary rays,  many  of  them  retaining  their  straight  course  until  they  nearly 
reach  the  surface  of  the  kidney.  These  straight  tubules  send  off  branches 
on  all  sides  of  the  rays,  which  become  convoluted,  form  Henle's  loops, 
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and  finally  terminate  in  the  glomeruli  or  Malpighian  bodies.  In  this 
way  the  cortex  of  the  kidney,  as  seen  in  section,  is  divided  into  alternate 
bands  of  straight  tubes,  and  convoluted  tubes,  with  glomeruli ;  both  sets 
of  bands  being  perpendicular  to  the  surface  of  the  kidney,  and  called  re- 
spectively medullary  rays  and  labyrinths.  About  the  convoluted  tubules 
and  glomeruli  is  a  rich  venous  plexus;  and  since  after  death  the  blood 
usually  remains  in  this  plexus  and  in  the  glomeruli,  the  bands  containing 
the  convoluted  tubules,  i.e.,  the  labyrinths,  usually  appear  red,  while  the 
medullary  rays  are  grayish -white.  In  a  normal  kidney,  therefore,  the 
cortex  should  be  regularly  striped  in  narrow  alternating  red  and  whitish 
bauds. 

The  average  thickness  of  the  cortex  of  the  kidney  is  from  4  to  6  mm. 

If  there  be  extensive  congestion,  the  entire  cortex  is  red.  If  the  epi- 
thelium of  the  tubules  degenerates  and  fills  them  up,  or  if  there  are  con- 
siderable changes  in  the  interstitial  tissue,  the  regular  bands  are  lost  and 
the  cortex  is  irregularly  mottled.  If  the  tubular  epithelium  becomes 
filled  with  fat  globules,  this  is  indicated  by  an  opaque  yellow  color  of  the 
affected  parts;  in  many  cases,  therefore,  the  existence  of  kidney  lesion 
can  be  recognized  with  the  naked  eye. 

If  waxy  degeneration  be  present  to  a  marked  extent,  it  may  be  mani- 
fest by  a  peculiar  translucent  appearance  of  the  affected  parts,  but  in 
most  cases  it  is  necessary  to  apply  reagents  to  demonstrate  it  satisfac- 
torily. The  cut  surface  of  the  kidney  is  washed  with  water,  to  free  it 
from  blood,  and  repeatedly  brushed  with  an  aqueous  solution  of  iodine 
(iodine  1  part,  potassium  iodide  3  parts,  water  100  parts).  The  glo- 
meruli and  the  blood-vessels  are  most  frequently  affected,  and,  if  so,  they 
may  appear  jus  mahogany-colored  dots  and  lines  on  a  yellow  ground. 

But  this  reaction  is  not  constant,  and  for  accurate  detection  of  amyl- 
oid substance,  recourse  should  be  had  to  other  reagents  applied  to  sec- 
tions of  the  hardened  tissues  (see  page  83). 

The  pelvis  of  the  kidney  should  1h»  examined  for  inflammatory  lesions 
and  calculi.  Sometimes  a  whitish  fluid  is  seen  in  the  pelvis  and  can  be 
squeezed  from  the  papillae;  this  is  produced  by  a  post-mortem  desqua- 
mation of  the  epithelium,  but  is  likely  to  l>e  mistaken  for  pus. 

Preservation  of  the  Kidxey. — If  the  kidney  be  not  opened,  the  blood-vessels 
may  be  injected  through  the  renal  artery,  slowly  and  under  a  low  pressure,  with  Orth's 
fluid  or  Flemming's  osmic-acid  mixture.  After  the  vessels  are  filled  with  either  of  the 
above  fluids  the  former  are  tied,  and  the  entire  organ  is  placed  in  a  large  quantity  of  the 
injecting  fluid  for  twenty-four  hours.  The  kidney  is  then  cut  into  small  pieces,  and 
the  hardening  is  completed  in  the  usual  way. 

In  most  cases,  however,  the  kidneys  will  have  l>een  opened  for  inspection  at  the 
autopsy.  Then  small  pieces  are  removed  from  the  various  regions  and  hardened  in  the 
above  fluids. 

Kidneys  which  are  to  be  examined  for  the  presence  of  bacteria  should  be  cut  into 
small  pieces  and  placed  at  once  in  strong  alcohol,  which  should  be  clianged  once  or 
twice,  and  in  which  they  are  permanently  preserved. 

The  Adrenals — Suprarenal  Capsules. — These  are,  in  the  foetus,  of  an 
ovoidal;  in  the  adult,  of  a  triangular  shape.     They  are  situated  at  the 
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upper  and  inner  border  of  the  kidney,  to  which  they  are  loosely  attached 
by  connective  tissue.  On  the  anterior  surface  is  an  irregular  fissure, 
called  the  hilus,  from  which  the  veins  emerge.  The  size  of  the  adrenals 
varies  considerably,  but  in  the  adult  the  average  vertical  diameter  is  from 
3.2  cm.  to  4.5  cm.,  the  transverse  diameter  about  3.2  cm.,  and  they  are 
from  4.2  mm.  to  6.4  mm.  in  thickness.  They  weigh  in  the  adult  4  to  8 
grams.  They  are  relatively  larger  in  children  than  in  adults.  They  are 
composed  of  a  cortical  and  a  medullary  portion,  the  cortex  forming  a  yel- 
lowish shell  around  the  dark-red  or  brown  medulla.  They  are  enclosed 
in  a  connective-tissue  capsule,  from  which  fibrous  processes  extend  in- 
ward, dividing  the  gland  into  a  series  of  irregular  chambers.  Those  in 
the  cortex  are  mostly  elongated,  giving  this  portion  a  striated  appear- 
ance, while  those  in  the  medulla  are  polyhedral.  It  is  in  these  spaces 
that  the  parenchyma  cells  lie.  The  adrenals  readily  decompose ;  the 
inner  layer  of  the  cortex  may  soften  and  break  down,  so  that  the  outer 
zone  forms  a  sort  of  cyst  filled  with  reddish-brown  broken-down  sub- 
stance. Hypertrophy,  tuberculosis,  and  cheesy  degeneration,  fatty  de- 
generation, and  tumors  are  to  be  looked  for. 

Preservation. — The  adrenals  should  be  hardened  in  Orth's  fluid,  or  in  strong 
alcohol. 

The  Spleen. — This  organ  has,  when  removed  from  the  body,  the  gen- 
eral shape  of  a  flattened  ellipsoid,  most  curved  on  its  external  and  pos- 
terior surface.  It  is  situated  in  an  oblique  position  on  the  left  side  of 
the  stomach,  and  between  its  cardiac  end  and  the  diaphragm.  The 
vessels  are  given  off  from  its  inner  surface,  which  is  crossed  by  a  more 
or  less  well-marked  vertical  ridge.  The  point  of  emergence  of  the  ves- 
sels is  called  the  hilus.  Its  long  diameter  extends  from  the  seventh  inter- 
costal space  to  the  eleventh  rib.  Its  upper  portion  is  separated  from  the 
ribs  by  the  lungs ;  its  lower  portion  by  the  diaphragm. 

It  is,  according  to  Vierordt,  on  the  average,  from  12  to  13  cm.  long ; 
from  7  to  8  cm.  broad,  and  about  3  cm.  thick.  Its  average  weight  is 
about  171  grams.  The  dimensions  of  the  spleen  as  given  by  Krause  are 
somewhat  greater  than  the  above.  But  its  measurement  and  weight 
vary  considerably  within  the  limits  of  health.  It  is  in  these  respects 
the  most  variable  organ  in  the  body.  In  old  age  the  average  weight 
gradually  diminishes. 

The  spleen  is  enclosed  in  a  fibrous  capsule  covered  with  peritoneum. 
The  parenchyma  is  formed  of  blood-vessels  and  fibrillar  connective  tissue, 
and  of  a  soft,  dark-red  pulp  in  which  are  embedded  whitish  spheroidal 
or  elongated  bodies,  the  glomeruli,  or  Malpighian  bodies.  In  the  normal 
human  spleen  the  glomeruli  are  usually  hardly  perceptible  to  the  naked 
eye,  but  sometimes  they  are  very  plain.  Sometimes  the  fibrous  stroma 
is  very  apparent,  sometimes  not. 

The  size,  consistence,  and  color  of  the  organ  vary  a  good  deal  within 
normal  limits;  it  may  soften  in  decomposition.  Thickenings  of  the  cap- 
sule and  abnormal  adhesions  are  very  common,  and  often  occur  without 
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any  clinical  history  indicating  disease.  We  should  look  for  changes  in 
size,  color,  and  hardness ;  for  pigmentation,  hyperplasia  of  the  connec- 
tive tissue,  amyloid  degeneration,  tubercles,  and  infarctions. 

Not  infrequently  one  or  more  spheroidal  or  flattened  so-called  acces- 
sory spleens  are  found  in  the  vicinity  of  the  spleen ;  they  vary  in  size 
from  that  of  a  pea  to  that  of  a  walnut. 

Preservation. — In  certain  diseases  of  the  pulp,  leukaemia,  leucocythflemia,  etc.,  the 
tissue  should  be  teased,  when  fresh,  in  one-lialf-per-cent  salt  solution,  or  examined  by 
the  staining  methods  described  under  the  lesions  of  the  blood.  For  general  purposes 
small  pieces  of  the  organ  are  hardened  in  Orth's  fluid,  Flemming's  osmic-acid  mixture, 
or  in  alcohol. 

The  Intestines. — The  rectum  is  divided,  the  intestine  seized  with  the 
left  hand,  and,  being  kept  stretched,  is  separated  from  its  attachments 
by  repeated  incisions  through  the  mesentery  close  to  the  gut,  until  the 
duodenum  is  reached,  where  the  intestine  is  again  cut  off.  The  opera- 
tion is  more  cleanly  if,  before  dividing  the  gut,  ligatures  are  placed 
around  it  at  either  end.  The  entire  length  of  the  gut  is  now  laid  open 
with  the  enterotome  along  the  mesenteric  attachment,  the  mucous  mem- 
brane is  cleaned  with  a  stream  of  water  and  then  examined. 

In  cases  of  suspected  poisoning,  a  ligature  should  be  placed  around 
the  rectal  end  of  the  gut  and  two  around  the  duodenal  end,  and  it  should 
then  be  cut  off  below  the  former  and  between  the  latter  ligatures.  The 
gut  is  now  opened  and  the  contents  are  emptied  into  a  clean  glass  jar  for 
delivery  to  the  chemist,  care  being  taken  that  they  be  not  allowed  to 
touch  anything  bnt  the  inner  surface  of  the  jar.  After  washing  the  in- 
testine in  pure,  fresh  water  and  examining  it,  it  should  be  placed  entire 
in  another  clean  jar  and  the  jar  sealed. 

Cadaveric  lividities  are  very  common  in  the  intestines,  and  are 
usually  most  marked  in  the  dependent  portions.  They  are  apt  to  occur 
in  patches,  but  may  be  diffuse  and  very  extensive.  If  the  wall  of  the 
gut  be  stretched,  they  are  often  seen  to  be  discontinuous,  owing  to  the 
pressure  of  the  blood  from  the  parts  which  are  squeezed  by  folds.  Small 
patches  of  arborescent  or  diffuse  red  staining  are  often  seen,  formed  by 
the  imbibition  from  the  vessels  of  decomposing  haemoglobin.  In  the 
more  advanced  stages  of  decomposition  the  mucosa  may  be  softened  and 
loosened.  A  dark  purple  or  brownish  discoloration  of  the  entire  intes- 
tinal wall  is  frequently  seen,  either  diffuse  or  in  patches.  Much  experi- 
ence and  careful  observation  are  requisite  in  forming  a  correct  judgment 
regarding  the  significance  of  changes  of  color  in  the  intestines.  Caution 
is  necessary  in  distinguishing  normal  digestive  hyperemia  from  abnor- 
mal congestion.  A  very  considerable  congestion  may  exist  without 
disease. 

The  lesions  ordinarily  to  l>e  looked  for  are  catarrhal,  croupous,  and 
ulcerative  inflammations,  perforations,  luemorrhages,  strictures,  tumors, 
amyloid  degeneration,  swelling  and  ulceration  of  the  solitary  follicles 
and  Peyer's  patches,  and  pigmentation.     For  the  detection  of  amyloid 
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degeneration  of  the  mucosa  this  structure  should  be  carefully  washed 
and  brushed  with  a  solution  of  iodine  (see  p.  28). 

Preservation. — For  the  general  purposes  of  microscopic  study,  portions  of  the  gut 
should  be  gently  stretched  on  cork  (the  mucosa  side  free)  and  hardened  in  Orth's  fluid 
or  in  Flemming's  osmic-acid  mixture. 

For  obvious  reasons  the  mucous  membrane  should  be  handled  as  little  as  possible, 
for,  in  the  majority  of  cases,  decomposition  and  softening  have  already  set  in  at  the 
time  of  the  autopsy,  and,  under  the  most  favorable  conditions,  the  epithelium  is  very 
easily  rubbed  off. 

In  cases  in  which  the  most  perfect  preservation  of  the  topographical  features,  as 
well  as  the  minute  structure  of  the  intestinal  mucosa,  is  desired,  even  at  the  expense  of 
an  inspection  of  the  fresh  tissue,  another  mode  of  procedure  is  to  be  recommended. 
Selected  segments  of  the  gut  are,  after  removal  from  the  body,  allowed  to  remain  un- 
opened on  the  table  while  ligatures  are  tied  around  the  ends.  The  isolated  segments, 
or  the  whole  gut,  are  now  to  be  moderately  filled — not  distended — with  one  of  the 
above  fluids  by  means  of  a  syringe  with  a  needle  can u la ;  or  one  end  of  the  segment 
may  be  tied  and  the  fixative  introduced  through  a  funnel  at  the  other,  which  end  is  then 
ligated.  The  segments  to  be  preserved  should  now  be  placed  unopened  in  the  fixative 
solution.  After  twenty -four  hours  they  may  be  opened  with  scissors  or  a  sharp  knife, 
cut  into  suitable  pieces,  and  kept  permanently  in  eighty-per-cent  alcohol. 

The  Stomach  and  Duodenum. — We  now  introduce  the  enterotome  into 
the  duodenum  at  its  transverse  portion,  and  open  it  on  the  convex  border. 

When  the  pylorus  is  reached  the  incision  is  carried  obliquely  over  to 
the  greater  curvature  of  the  stomach,  along  which  it  is  extended  as  far  as 
the  oesophageal  opening,  and  the  organ  examined  in  situ  ;  or,  if  a  more 
careful  examination  of  the  stomach  is  called  for,  after  ascertaining 
whether  or  not  the  bile  duct  is  pervious  (see  below),  the  duodenum  and 
stomach  may  be  removed  together,  and  the  stomach  opened  and  examined 
on  the  table.  Alterations  in  size  and  form,  the  presence  of  tumors, 
ulcers,  etc.,  may  now  be  sought  for. 

If  poisoning  be  suspected,  a  ligature  should  have  been  placed,  earlier 
in  the  examination  (see  above),  around  the  lower  end  of  the  oesophagus 
and  the  duodenum.  The  stomach  and  duodenum  are  now  removed  to- 
gether unopened.  They  are  to  be  opened  in  a  carefully  cleansed  glass 
jar,  and  after  an  inspection  of  the  mucous  membrane  and  the  contents 
with  the  naked  eye  and  a  hand  lens,  stomach,  duodenum,  and  contents 
are  to  be  sealed  in  the  jar  for  the  chemist. 

We  now  look  for  the  orifice  of  the  bile  duct,  which  will  be  found 
about  the  middle  of  the  descending  portion  of  the  duodenum  on  its  con- 
cave border.  Pressure  on  the  gall  bladder  or  on  the  common  duct  will 
usually  cause  the  bile  to  flow  into  the  intestine  if  the  ducts  are  pervious. 
But  a  sufficient  degree  of  stoppage  may  exist  in  the  ducts  to  give  rise  to 
marked  symptoms  of  disease,  without  preventing  the  flow  of  bile  under 
these  conditions,  even  with  a  moderate  pressure.  A  long  director  is  now 
passed  into  the  gall  duct,  which  is  laid  completely  open;  ulcerations, 
cicatrices,  gall  stones,  inflammatory  lesions,  and  tumors  are  looked  for. 
In  stricture  of  the  gall  duct  the  mucous  membrane  above  will  often  be 
found  bile-stained,  while  below  it  is  colorless.     At  this  point,  should 
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there  be  any  special  reason  for  doing  so,  the  portal  vein,  which  lies  close 
behind  the  ductus  choledochus,  should  be  opened  and  examined  for  peri- 
phlebitis, phlebitis,  and  thrombosis.  The  mucous  membranes  of  the 
duodenum  and  stomach  are  now  examined.  Acute  inflammation  from 
caustic  poisons,  chronic  catarrhal  inflammations,  haemorrhages,  ulcers, 
erosions,  swelling  of  the  solitary  follicles  (lymph  nodules),  and  tumors 
are  lesions  most  frequently  seen.  We  sometimes  find  a  diffuse  congestion 
of  the  stomach,  similar  to  that  produced  by  irritant  poisons,  as  a  result 
of  doses  of  croton  oil  given  just  before  death. 

Preservation. — The  same  methods  should  be  used  as  for  the  intestines  (see  above). 
Tumors  should  be  cut  into  small  pieces  and  hardened  in  Orth's  fluid  or  five-percent 
formalin. 

The  Liver. — To  remove  the  liver,  the  diaphragm  is  first  divided  on 
one  side  of  the  suspensory  ligament  as  far  back  as  the  spine;  the  suspen- 
sory ligament  is  then  divided;  then  the  right  and  left  lobes  being  in  turn 
raised,  the  lateral  ligaments  are  severed.  Then,  the  left  lobe  being  seized, 
the  organ  is  dragged  obliquely  downward  into  the  abdominal  cavity,  the 
remaining  attachments  being  dissected  away.  The  liver  is  first  laid  on 
its  superior  surface  and  the  gall  bladder  and  its  contents  are  examined. 
The  character  of  the  gall  is  to  be  determined,  and  gall  stones,  inflam- 
matory lesions,  and  tumors  are  to  be  sought  for.  To  determine  the 
actual  size  of  the  organ,  it  should  be  both  measured  and  weighed.  Its 
size  varies  greatly  in  different  healthy  individuals,  but  in  general  it  may 
be  said  that  it  measures  from  25  to  30  cm.  transversely,  from  15.3  to  18 
cm.  antero- posteriorly,  and  from  9  to  12  cm.  at  its  thickest  part;  its  or- 
dinary weight  is  between  1,550  and  1,860  grams.  In  children  its  weight 
relative  to  that  of  the  body  is  greater  than  in  adults.  The  liver  is 
increased  in  size  and  weight  during  digestion  and  by  congestion  from 
any  cause. 

The  convex  surface  of  the  right  lobe  of  the  liver  not  infrequently 
shows  several  grooves  running  from  front  to  back,  approximately  par- 
allel with  the  suspensory  ligament  of  the  liver.  These  grooves,  which 
may  be  found  in  persons  of  all  ages,  are  believed  by  some  to  be  usually 
congenital,  by  others  to  be  the  result  of  pressure  of  the  diaphragm  and 
the  abdomiual  muscles  on  a  relaxed  atrophic  liver.  They  seem  in  any 
event  to  be  of  no  practical  importance.  On  the  other  hand,  a  transverse 
groove  running  at  right  angles  to  the  axis  of  the  body  is  a  not  infrequent 
result  of  tight  lacing,  and  is  usually  associated  with  local  connective- 
tissue  thickening  of  the  capsule  and  underlying  tissue  of  the  liver.  In 
this  way  the  liver  may  become  much  distorted  and  the  gall  bladder  com- 
promised. 

The  capsule  of  the  liver  is  now  examined ;  the  organ  is  then  laid  on  its 
lower  surface  and  several  deep  incisions  are  made  from  above  downward. 
The  color  and  consistence  of  the  liver  tissue  should  be  noticed,  also  the 
distinctness  with  which  the  lobular  outlines  can  be  seen;  whether  or  not 
the  centres  of  the  lobules  are  congested  or  their  peripheries  lighter  in 
color  than  usual;  the  presence  of  tumors,  tubercles,  abscess,  ecchinococ- 
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cus,  new  connective  tissue,  and  pigmentation.     Suspected  amyloid  de- 
generation should  be  tested  for  by  iodine  solution. 

We  often  find  the  surface  of  the  liver  of  a  greenish  or  very  dark- 
brown  color ;  less  frequently  the  same  color  extends  into  the  substance  of 
the  organ.  This  discoloration,  which  is  entirely  post  mortem,  is,  like 
the  similar  discoloration  of  other  internal  organs,  produced  by  the  action 
of  the  gases  of  putrefaction  on  the  coloring  matter  of  the  blood. 

Preservation. — For  the  study  of  parenchymatous  degeneration,  sections  of  the 
fresh  frozen  tissue  or  small  teased  fragments  should  be  examined  in  half-per-ceut  salt 
solution.  For  general  purposes  small  pieces  should  be  hardened  in  Orth's  fluid  or  in 
formalin  solution  (5  :  100)  or  in  alcohol.     Tumors  should  be  treated  in  the  same  way. 

The  Pancreas. — This  organ,  of  a  light  yellowish-red  color,  is  elon- 
gated, irregularly  prismatic  in  shape,  and  flattened  antero-posteriorly ; 
the  right  end,  called  the  head,  is  broader  than  the  rest  and  lies  in  the 
concavity  of  the  duodenum.  The  remainder  of  the  organ,  the  body  and 
tail,  are  usually  tapering  and  lie  transversely  in  the  abdominal  cavity, 
the  tail  reaching  to  the  spleen.  Its  size  and  weight  vary  considerably ; 
its  usual  length  is  from  15.3  to  23  cm. ;  its  breadth  about  3.8  to  45  cm. ;  its 
thickness  abont  1.3  to  3.8  cm. ;  its  weight  is  usually  from  70  to  108  grams. 
The  organ  may  be  rounded  instead  of  flattened ;  the  head  and  tail  may 
be  disproportionately  large ;  the  tail  may  be  unusually  long  or  may  be 
divided  or  curved.  The  superior  mesenteric  artery  and  vein,  which  pass 
behind  the  gland,  are  usually  partly  embedded  in  it,  but  are  sometimes 
completely  enclosed. 

A  longitudinal  incision  should  be  made  through  the  whole  gland, 
and  its  substance  and  duct  should  be  searched  for  calculi,  tumors,  mal- 
formations, and  evidences  of  acute  and  chronic  inflammation,  fat  necro- 
sis, and  amyloid  degeneration  of  the  blood-vessels.  The  pancreas  is 
frequently  of  a  dark-red  color  from  post-mortem  staining. 

Preservation. — Portions  of  this  organ  should  be  hardened  in  strong  alcohol, 
Orth's  fluid,  or  in  Flemming's  osmic-acid  mixture. 

The  examination  of  the  thoracic  duct,  which  lies  to  the  right  and 
posterior  to  the  aorta,  may  now  be  made.  Among  the  most  important 
of  its  lesions  is  tuberculosis,  since  it  has  been  shown  that  from  a  tuber- 
culous lesion  here  the  generalization  of  the  bacilli  not  infrequently  oc- 
curs. Inflammatory  lesions,  carcinoma,  partial  or  total  occlusion  from 
pressure  may  be  found. 

The  solar  plexus,  which  surrounds  the  origin  of  the  cceliac  axis  and 
the  superior  mesenteric  artery  and  lies  between  the  adrenals,  may  now 
be  sought.  Lesions  of  the  semilunar  and  other  ganglia  are  to  be  noted — 
atrophy,  pigmentation,  and  degenerations. 

The  ganglia  may  be  fixed  and  hardened  in  Orth's  fluid  or  in  the  osmic-acid 
mixture. 

The  Aorta. — This  vessel  either  in  situ  or  after  removal  should  be 

opened  by  an  incision  extending  its  whole  length  and  continued  into  its 

larger  branches. 
3 
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The  Genitourinary  Organs. 

The  Male  Organs. — If  the  urine  is  to  be  examined  it  maybe  drawn  off 
with  a  catheter;  or  a  vertical  incision  may  be  made  into  the  bladder  just 
above  the  symphysis  pubis,  and  some  of  the  urine  dipped  out.  The  cut 
end  of  the  rectum  should  now  be  grasped  with  the  left  hand  and  raised 
up,  and  this  and  the  bladder,  prostate  gland,  etc.,  dissected  away  from 
the  pelvis,  the  knife  being  carried  close  to  the  bone.  The  bladder  is 
now  drawn  backward  and  the  loose  tissue  close  under  the  symphysis 
pubis  cut.  The  body  of  the  penis  is  then  shoved  backward  within  the 
skin  and  dissected  away  from  behind,  beneath  the  symphysis,  and  finally 
cut  oft'  just  behind  the  glans  penis.  The  penis  and  bladder  are  now 
drawn  backward  and  upward,  and  the  pelvic  organs  removed  together. 
Or,  the  penis  may  be  removed  by  sawing  away  the  bones  above  the  pubic 
arch,  and  then  dissecting  away  the  penis,  whose  root  is  thus  exposed. 

The  pelvic  organs  are  then  laid  on  the  table,  the  bladder  uppermost ; 
a  long  director  is  passed  into  the  urethra,  which  is  opened  on  its  upper 
surface  through  its  entire  length,  and  the  bladder  widely  opened.  In 
the  urethra  the  presence  of  strictures,  diverticula,  ulcers,  inflammatory 
lesions,  is  to  be  noticed;  in  the  bladder  inflammatory  lesions,  hypertro- 
phies, congestion  jand  ecchymosis  of  the  mucous  membrane,  hyperplasia 
and  ulcers  of  the  lymph  nodules,  and  tumors.  The  organs  are  now 
turned  over;  the  rectum  is  opened  and  examined  for  varicose  veins,  haem- 
orrhages, ulcers,  strictures,  and  tumors.  The  prontate  gland  is  then  cut 
into  and  the  presence  of  calculi,  inflammatory  lesions,  hypertrophies, 
and  tumors  sought  for.  Lastly,  the  vesicnlw  Heminalett  are  examined,  in 
which,  though  rarely,  we  may  find  evidences  of  tuberculous  inflammation 
and  dilatation. 

The  TenticlcH  may  l>e  removed,  when  necessary,  without  cutting  the 
scrotum,  by  enlarging  the  inguinal  canals  from  within  and  crowding  the 
glands  through  them  and  cutting  them  off.  The  average  weight  of  the 
adult  testicle  with  its  epididymis  is,  according  to  Krause,  from  15  to 
24.5  grams.  Inflammatory  lesions,  tul>erculosis,  abscesses,  and  tumors 
are  the  most  frequent  lesions. 

Pkeskrvation.—  The  urethral  canal  and  bladder  maybe  pinned  open  and  hardened 
in  Orth's  fluid  or  in  Flcnuning's  osmie  acid  mixture.  The  prostate,  vesicula?  seminales, 
testicles,  and  tumors  may  be  hardened  in  the  same  fluids. 

The  Female  Organs. — The  position  and  general  condition  of  the  pelvic 
organs  should  first  l>e  determined  by  inspection.  Abnormal  adhesions 
of  the  ovaries,  broad  ligaments,  Fallopian  tubes,  and  uterus;  malposi- 
tions of  the  uterus;  subserous  tumors  of  the  uterus,  and  ovarian  tumors, 
are  frequently  observed.  I  hemorrhage  into  the  posterior  cul-de-stae  is 
sometimes  found.  The  urine  should  be  collected,  if  necessary,  as  above 
directed ;  the  organs  should  lx»  dissected  away  laterally,  as  in  the  male, 
care  being  taken  not   to  injure  the  ovaries  and  Fallopian  tubes.     The 
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bladder  is  then  drawn  strongly  backward  and  upward,  and  dissected 
away  from  the  symphysis  and  the  pubic  arch,  and,  the  point  of  the  knife 
being  carried  forward  and  downward,  the  vagina  is  cut  off  in  its  lower 
third,  the  rectum  severed  just  above  the  anus,  the  remaining  attachments 
cut,  and  the  pelvic  organs  are  taken  out  together.  If  it  be  necessary  to 
remove  the  external  generative  organs,  after  freeing  the  lateral  surfaces 
of  the  internal  organs  and  the  bladder,  the  legs  are  widely  sejiarated  and 
the  vulva  and  anus  circumscribed  by  a  deep  incision.  The  tissues  close 
beneath  the  pubic  arch  are  now  dissected  away  from  below,  and  the 
vulva  is  thrust  back  beneath  the  symphysis ;  it  is  now  seized  above  the 
bone,  and  together  with  the  anus  dissected  away  and  removed  with  the 
other  organs. 

The  bladder  is  first  opened  and  examined.  The  vulva  may  now  be 
examined  for  hypertrophies,  inflammatory  lesions,  ulcers,  cicatrices, 
cysts,  and  tumors.  The  vagina  is  opened  along  the  anterior  surface ;  its 
more  common  lesions  are  inflammations,  fistula?,  ulcere,  tumors,  and 
rarely  cysts. 

The  Uterus. — Before  opening  this  organ  its  size  and  shape  should  be 
determined.  The  adult  virgin  uterus  is  a  pear-shaped  body,  flattened 
antero-posteriorly ;  the  upper  portion,  or  body,  is  directed  upward  and 
forward,  while  the  lower  portion,  the  cervix,  is  directed  downward  and 
backward.  It  is  covered  anteriorly  by  peritoneum  to  a  point  a  little 
below  the  level  of  the  os  internum ;  posteriorly,  to  a  point  a  little  below 
the  level  of  its  junction  with  the  vagina.  The  peritoneal  investment 
separates  from  the  organ  at  the  sides  to  form  the  broad  ligaments.  The 
uterus  is  held  in  position  by  the  broad  and  round  ligaments  and  by  its 
attachments  to  the  bladder  and  rectum  and  vagina.  The  upper  end, 
the  fundus,  does  not  extend  above  the  level  of  the  brim  of  the  pelvis. 
Its  average  length  is  about  7.6  cm. ;  its  breadth  about  5.1  cm. ;  its 
thickness  about  2.5  cm. ;  its  average  weight  is  about  31  to  46  grams. 
During  menstruation  the  uterus  is  slightly  enlarged,  the  mucous  mem- 
branes of  the  body  becomes  thicker,  softer,  and  its  vessels  are  engorged 
with  blood ;  while  its  inner  surface  is  more  or  less  thickly  covered  with 
blood  and  cell  detritus.  A  description  of  the  complicated  changes  in  the 
uterus  which  pregnancy  entails  may  be  found  in  the  works  on  obstetrics. 
After  pregnancy  the  uterus  does  not  return  to  its  original  size,  but  re- 
mains somewhat  larger;  the  os  is  wider  and  frequently  fissured. 

We  not  infrequently  find  in  the  mucous  membrane  of  the  lower  part 
of  the  cervix  small  transparent,  spheroidal  structures,  called  ovula 
Nabothi;  these  are  small  retention  cysts  caused  by  the  closure  of  the 
orifices  of  the  mucous  glands.  The  more  common  lesions  observed  in 
the  uterus  are  malpositions,  malformations,  lacerations,  ulcerations  of 
the  cervix,  acute  and  chronic  inflammation  of  the  mucous  membrane  or 
muscularis,  or  both,  thrombosis  and  inflammation  of  the  veins,  and 
tumors. 

In  the  infant  the  uterus  is  small,  the  body  flattened,  the  cervix  dis- 
proportionately large.     During  childhood  the  organ  increases  in  size, 
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but  the  body  remains  small  in  proportion  to  the  cervix.  At  puberty,  the 
shape  changes,  and  the  body  becomes  larger. 

The  Ovaries  are  flattened,  ovoidal  bodies,  situated  one  on  each  side, 
and  lying  nearly  horizontally  at  the  back  of  the  broad  ligament  of  the 
uterus.  Their  size  is  variable,  and  they  are  usually  largest  in  the  virgin 
state.  They  measure  about  3.8  cm.  in  length,  1.9  cm.  in  breadth,  and 
nearly  1.3  cm.  in  thickness.  Their  average  weight  is  from  3.9  to  6.5 
grams.  The  sides  of  the  ovary  and  its  posterior  border  are  free ;  it  is 
attached  along  the  anterior  border ;  to  its  end  is  attached  the  ovarian 
ligament ;  to  its  outer  extremity  one  of  the  fimbriae  of  the  Fallopian  tube. 
The  ovary  is  covered  on  its  free  surface  by  cylindrical  epithelium,  and 
its  surface  is  less  glistening  than  the  general  peritoneum.  The  surface 
of  the  ovary  is  smooth  in  the  young,  but  become  rougher  and  depressed 
in  spots  as  the  process  of  ovulation  goes  on.  In  adult  females  we 
usually  find  corpora  lutea  in  their  various  stages.  We  should  seek  for 
evidences  of  acute  and  chronic  inflammation,  for  tumors  and  cysts. 

The  Fallopian  Tubes,  lying  in  the  upper  margin  of  the  broad  liga- 
ments, are  from  7.6  to  10  cm.  in  length.  The  length  often  differs  con- 
siderably on  the  two  sides.  They  commence  at  the  upper  angles  of  the 
uterus  as  small  perforated  cords,  which  become  larger  further  outward 
and  bend  backward  and  downward  toward  the  ovarv.  Thev  terminate 
in  an  expanded  fimbriated  extremity  about  2.5  cm.  beyond  the  ovary. 
They  are  covered  by  peritoneum,  and  the  mucous  membrane  lining  them, 
continuous  with  that  of  the  uterus,  is  thrown  into  longitudinal  folds. 
Malpositions  by  adhesions,  closure,  inflammations,  and  cysts  are  the 
more  common  lesions.  The  possibility  of  tubal  pregnancy  should  be 
borne  in  mind. 

Preservation. — All  of  these  organs  and  their  tumors  may  lie  hardened  in  Orth's 
fluid,  or  in  Flemming'sosmie-acid  mixture.  The  vagina  should  be  stretched  flat  on  cork, 
and  the  cavity  of  the  uterus  laid  wide  open.  Great  care  should  be  taken  not  to  touch 
either  the  internal  surface  of  the  uterus  or  the  external  surfaces  of  the  ovaries,  since 
in  lM)th  the  epithelium  is  very  easily  rubbed  off. 

It  is  better,  after  opening  them  by  a  transverse  incision,  to  suspend  the  ovaries  by 
a  thread  in  a  jar  of  the  preservative  fluid  than  to  let  them  lie  on  the  bottom,  since  the 
epithelium  is  thus  less  likely  to  be  rublied  off.  Larger  cysts  of  the  ovary  for  exhibition 
purposes  should  be  distended  with  preservative  fluid  (see  page  61). 

The   Closure   of  the  Body  after  the  Post-Mortem 

Examination. 

At  the  end  of  the  autopsy  the  body  should  be  restored  as  nearly  as 
possible  to  its  natural  external  appearance. 

Fluids  should  l>e  removed,  vacant  spaces  filled  with  absorbent  mate- 
rial, such  as  cotton,  jute,  or  sawdust,  and  the  incisions  closed  by  sutures. 
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Bacterial  Examination  of  Post-Mortem  Specimens. 

It  is  often  important  to  make  a  thorough  post-mortem  examination 
by  cultures  as  well  as  morphologically  of  the  blood  and  of  all  the  vis- 
cera. This  is  important  not  only  in  those  cases  which  during  life  gave 
clinical  evidence  of  general  infection,  but  also  in  many  forms  of  disease 
whose  nature  is  still  wholly  obscure. 

In  the  interpretation  of  the  results  of  all  such  examinations,  however, 
it  should  be  borne  in  mind  that  after  death  a  new  distribution  of  germs 
may  occur,  and  that  from  the  gastro- intestinal  canal  and  from  other  sur- 
faces or  cavities  of  the  body  micro-organisms  may,  as  decomposition 
progresses,  penetrate  the  tissues  and  the  viscera. 

A  careful  consideration  of  the  general  conditions  under  which  the 
body  has  been  kept  and  its  state  of  decomposition  is  of  especial  impor- 
tance in  the  interpretation  of  the  significance  of  the  Bacillus  coli  com- 
munis, which  is  always  present  in  such  enormous  numbers  in  the  intes- 
tinal canal,  and  which  is  not  only  apt  to  effect  wide  distribution  in  the 
body  after  death,  but  as  a  result  of  careless  manipulation  is  likely  to  be 
accidentally  brought  in  contact  with  other  viscera  after  the  opening  of 
the  gut.  The  preparation  of  cover  slips  for  staining  and  the  making  of 
cultures  is,  as  a  rule,  best  done  at  the  autopsy  table. 

It  is  well  as  each  organ  is  exposed — commencing  with  the  heart — to 
sear  the  surface  of  the  organ  to  be  examined  with  a  broad-bjaded  knife 
heated  over  a  flame,  and  then,  making  an  incision  through  the  seared 
surface  with  a  sterilized  scalpel,  to  press  a  sterilized  cotton  swab  (see 
p.  155)  into  the  opening  and  absorb  the  juices  which  exude,  or  to  pick 
out  a  small  fragment  of  the  solid  tissue  from  the  depths  of  the  opening, 
or  to  secure  some  of  the  blood  or  fluid  on  a  sterilized  platinum  loop; 
and  then  writh  the  material  thus  procured  make  the  required  cultures 
and  afterward  the  cover-slip  smears  for  staining. 

If  it  be  necessary  to  transport  the  material  to  the  laboratory  before 
making  cultures,  it  is  well  to  reserve  the  unopened  organs,  or  large  por- 
tions of  these  in  the  case  of  the  solid  viscera,  and  to  wrap  each  separately 
in  a  cloth  saturated  with  sublimate  solution,  or  to  put  each  in  a  separate 
sterile  receptacle  for  transportation. 

It  is  well  to  remember  that  in  the  last  hours  of  life  the  safeguards 
of  the  body  against  the  entrance  and  growth  of  micro-organisms  may 
be  ineffective,  so  that  the  determination  of  the  significance  of  bacteria 
in  the  tissues  a  short  time  after  death  requires  care  and  experience.' 

Autopsies  in  Medico-Legal  Cases. 

While  every  autopsy  should  be  made  as  carefully  and  completely 
as  circumstances  permit,  it  should  be  always  borne  in  mind  that  in 
examinations  which  may  have  medico-legal  bearings  it  is  of  the  highest 

1  For  details  of  bacterial  flora  of  the  human  body,  with  bibl.,  see  page  159. 
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importance  to  examine  thoroughly  both  macroscopically  and  microscop- 
ically every  part  of  the  body  from  which  light  may  be  derived  as  to  the 
cause  of  death,  for  in  medico-legal  cases  it  is  not  infrequently  as  impor- 
tant to  l>e  able  by  a  complete  examination  to  declare  the  absence  of  le- 
sions which  could  cause  death  as  to  determine  the  presence  of  those  upon 
which  the  opinion  as  to  the  actual  cause  of  death  in  a  particular  case 
rests.  Bearing  this  in  mind,  the  technique  of  autopsy -making  is  essen- 
tially the  same  whatever  the  ends  which  the  facts  elicited  may  be  des- 
tined to  serve. 

Autopsies  in  Cases  of  Suspected  Poisoning. 

In  cases  of  suspected  poisoning  which  may  possibly  have  a  medico- 
legal bearing,  the  examination  should  be*  made  with  extreme  care  and 
thoroughness.  The  inspection  of  the  body  and  the  examination  of  all 
the  viscera  should  be  thorough  and  detailed.  Every  apj>earance  should 
be  noted  at  the  time,  and  nothing  left  to  the  memory.  It  is  well  to  have 
an  assistant  record  the  observations  as  they  are  made.  The  disposition 
of  the  parts  and  organs  in  jars  should  also  oe  noted  at  the  same  time. 

It  is  important  to  remember  that  many  poisons  destroy  life  without 
producing  appreciable  lesions,  and  also  that  many  cases  of  sudden  death 
occur,  not  due  to  poisons,  and  without  any  discoverable  cause. 

In  bodies  which  are  exhumed  for  examination,  the  tissues  may  be  so 
changed  by  decomposition  that  it  is  impossible  to  say  whether  lesions 
have  or  have  not  existed.  In  such  cases  the  careful  and  separate  preser- 
vation of  the  viscera  and  other  parts  for  chemical  examination,  is  often 
all  that  can  be  done. 

It  is  always  best,  in  cases  of  suspected  poisoning,  to  preserve  for  the 
chemist  not  only  the  stomach  and  intestines,  but  the  entire  liver  and 
brain;  or,  if  only  portions  of  these  can  be  saved,  these  portions  should 
Ik*  carefully  weighed,  as  well  as  the  entire  organs,  and  the  relative 
amount  of  tissue  reserved  carefully  noted  at  the  time.  It  is  even  well, 
particularly  in  cases  in  which  the  administration  of  the  readily  diffusible 
poisons,  such  as  arsenic,  strychnia,  etc.,  is  suspected,  to  preserve  the 
whole  of  all  the  internal  organs,  together  with  a  large  piece  of  muscle 
and  bone;  since  with  large  quantities  of  tissue  the  results  of  the  chemi- 
cal analysis  depend  less  upon  calculations,  and  are  hence  more  compre- 
hensible to  the  average  jury.  In  all  such  cases  jars  should,  if  possible, 
Ik*  procured  which  have  never  l>een  used  before,  and  these  should  be 
carefully  washed  and  rinsed  with  distilled  water.  They  should  have 
glass  stoppers  and  be  sealed  at  once  and  carefully  labelled  l>efore  leaving 
the  hands  of  the  oi>erator.  If  they  can  Ik*  delivered  to  the  chemist  with- 
out much  delay,  no  preservative  fluid  should  l>e  added.  If  they  are  to 
be  kept  for  a  considerable  time,  }>cndiiig  the  action  of  a  coroner's  jury 
or  for  some  other  reason,  a  small  quantity  of  pure  strong  alcohol  may 
be  poured  over  them.  In  this  cast*  the  operator  should  be  particular  to 
preserve  a  quantity,  at  least  half  a  pint,  of  the  specimen  of  alcohol  used, 
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in  a  clean,  sealed,  and  labelled  bottle,  so  that  this  may  be  tested  bv  the 
chemist  and  be  proven  to  be  free  from  the  poison.  It  is  better  in  all 
cases,  however,  to  avoid,  if  possible,  the  use  of  alcohol.  In  all  autop- 
sies which  may  have  medico-legal  importance  full  notes  should  be  taken 
by  an  assistant  as  the  operation  proceeds,  carefully  read  over  immediately 
afterward  and  dated,  and  kept  by  the  operator  for  future  reference. 
The  labelling  and  disposition  of  the  jars  should  be  recorded  in  the  notes. 
The  specimens  should  not  for  a  moment  be  out  of  the  sight  of  the  oper- 
ator until  they  are  placed  under  lock  and  key  and  seal,  or  are  delivered 
to  some  authorized  person,  so  that  there  may  be  no  question  of  their 
identity  should  the  case  come  into  court. 

Examination  of  the  Bodies  of  New-born  Children. 

In  examining  the  bodies  of  new-born  children,  we  may  have  to  determine,  besides 
the  ordinary  lesions  of  disease,  the  age  of  the  child,  whether  it  was  born  alive,  how  long 
it  has  been  dead,  what  was  the  cause  of  death. 

The  Size,  Age,  and  General  Characters  of  the  Fcetus. — Caspar1  gives  the  fol- 
lowing description  of  the  fuetus  during  the  different  months  of  intrauterine  life: 

At  thv  fourth  week  the  embryo  is  8  to  13  mm.  long.  The  cleft  of  the  mouth  and 
two  points  indicating  the  eyes  can  be  recognized  In  the  head.  The  extremities  are  rep- 
resented by  little  wart-like  projections.  The  heart  can  be  distinguished;  the  liver  is 
disproportionately  large.  The  umbilical  vessels  are  not  yet  formed.  The  entire  ovum 
has  about  the  size  of  a  walnut. 

At  the  cif/hth  week  the  embryo  is  3.3  to  4  cm.  long.  The  head  forms  more  than  a 
third  of  the  entire  body;  the  mouth  is  very  large;  the  nose  and  lips  can  be  distin- 
guished, but  not  the  external  ear.  The  hand  is  longer  than  the  forearm;  the  ringers 
are  formed,  but  joined  together;  the  toes  look  like  little  buds;  the  soles  of  the  feet  are 
turned  inward.  The  position  of  the  anus  is  indicated  by  a  point.  The  abdomen  is 
closed.  All  the  viscera  can  be  recognized.  Centres  of  ossification  are  formed  in  the 
apophysis  of  the  first  cervical  vertebra,  the  humerus,  radius,  scapula,  ribs,  and  cranial 
bones.  There  are  rudimentary  external  genitals,  but  the  sex  can  hardly  be  distin- 
guished.    The  ovum  has  about  the  size  of  a  hen's  egg. 

At  the  twelfth  week  the  placenta  is  formed.  The  embryo  is  5  to  6.5  cm.  long  and 
weighs  about  3t  grams.  The  head  is  separated  from  the  thorax  by  a  distinct  neck.  The 
eyes  and  mouth  are  closed.  The  nails  can  be  perceived  on  the  ringers.  The  sex  can  be 
recognized.  The  umbilical  cord  is  inserted  near  the  pubes;  the  muscles  begin  to  be 
recognizable.  The  thymus  and  adrenals  are  formed.  The  cerebrum,  cerebellum,  me- 
dulla, and  the  cavities  of  the  heart  can  be  recognized.  The  humerus  is  1.7  mm.  long; 
the  radius  5.5  mm. .  the  ulna  6.6  mm. ;  the  femur  and  tibia  4.4  to  6.6  mm. ;  the  fibula 
5.5  mm.     The  ovum  is  as  large  as  a  goose's  egg. 

At  the  *ixteenth  week  the  embryo  is  13  to  15  cm.  long  and  weighs  77  to  93  grams. 
The  skin  is  of  a  rose-red  color,  and  has  considerable  consistence.  The  formation  of  fat 
in  the  subcutaneous  tissue  has  begun.  The  scrotum  and  labia  are  formed.  The  face 
logins  to  assume  its  characteristic  appearance.  There  is  whitish  meconium  in  the  duo- 
denum. The  liver  is  not  so  disproportionately  large,  and  the  gall  bladder  is  formed; 
the  anus  is  open.  The  length  of  the  humerus,  radius,  and  ulna  is  1.7  cm. ;  the  femur 
and  tibia,  8  8  to  11  cm.  The  calcaneus  begins  to  ossify  at  the  middle  of  the  fourth 
month. 

At  the  twentieth  week  the  embryo  is  26  to  28  cm.  long;  it  weighs  from  225  to  320 
grams  The  nails  are  quite  perceptible.  There  is  a  thin  down  on  the  head.  The  head 
is  still  disproportionately  large,  occupying  about  one  fourth  of  the  body.  There  is  as 
yet  none  of  the  vernix  caseosa.     The  secretion  of  bile  has  commenced  and  stains  the 

1  Caspar,  "Handbook  of  Forensic  Medicine."  Revised  German  Edition  by  Liman, 
or  Sydenham  Society  Translation. 
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■Ktf.-oaiun).  The  insertion  of  the  umbilical  cord  is  still  further  off  from  the  pubes.  The 
KrtT.  heart,  and  kidneys  are  large  in  proportion  to  the  other  organs.  The  convolutions 
of  the  brain  cannot  be  recognized.  The  humerus  is  2.8  to  3  cm.  long;  the  radius  2.6 
cm. :  the  ulna  2.8  cm. :  the  femur,  tibia,  and  fibula,  each  2.6  cm.  The  astragalus  and 
tht  upper  part  of  the  sternum  begin  to  ossify. 

From  this  time  on  the  length  of  the  fo*tus  forms  an  approximately  accurate  basis 
for  the  estimation  of  its  age.  From  this  period  till  its  maturity  one-fifth  of  the  length  of 
the  fit  t  us,  determined  in  centimetres,  nearly  corresponds  to  the  number  if  months  of  its  age. 
From  this  time  on  the  weight  exhibits  marked  individual  differences,  and  is  therefore  a 
less  reliable  criterion  of  its  age  tlian  is  the  length. 

At  the  tirenty  fourth  tceek  the  embryo  is  31  to  34  cm.  long  and  weighs  750  to  875 
grams.  The  lanugo  and  vemix  caseosa  are  formed.  The  skin  is  of  a  dusky  cinnabar- 
red  color.  The  meconium  is  darker.  The  scrotum  is  empty,  small,  and  red;  the  labia 
majora  are  prominent  and  held  apart  by  the  projecting  clitoris.  The  pupil  Ian-  mem- 
brane is  present  and  readily  recognized.  The  length  of  the  humerus  and  radius  is  3.5 
cm. ;  of  the  ulna,  femur,  tibia,  and  fibula,  each  3.7  cm. 

At  the  twenty-eighth  treek  the  embryo  is  36.4  to  39  cm.  long  and  weighs  1,500  to 
1,750  grams.  The  hair  is  more  abundant  and  longer.  The  great  fontanel le  measures 
about  4  em.  in  its  long  diameter,  and  all  of  the  fontanelles  are  readily  perceived.  The 
skin  is  of  a  dirty  reddish  color  and  abundantly  l>esct  with  the  lanugo  and  vemix  caseosa. 
The  large  intestine  contains  much  meconium.  The  humerus  is  4.5  to  5  cm.  long;  the 
radius  3.7  cm. ;  the  ulna  4  cm. ;  the  femur,  tibia,  and  fibula,  each  4.2  to  4.6  cm. 

At  the  thirty-second  iceek  the  embryo  is  39  to  41.5  cm.  long  and  weighs  1.500  to 
2,500  grams.  The  skin  is  lighter  in  color;  the  pupillary  membrane  has  disappeared. 
The  testicles  are  in  the  scrotum  or  the  inguinal  canal ;  the  labia  are  still  widely  apart 
and  the  clitoris  is  prominent.  The  nails  reach  nearly  to  the  ends  of  the  fingers.  The 
humerus  is  5  to  5.2  cm.  long;  the  radius  4  to  4.2  cm. :  the  ulna  4.8  to  5  cm. ;  the  femur 
5.2  cm. ;  the  tibia  and  fibula,  each  4.8  to  5  cm.  The  last  sacral  vertebra  begins  to 
ossify. 

At  the  thirty-sixth  ireek  the  embryo  is  44.2  to  46  cm.  long  and  weighs  about  3.000 
grams.  The  scrotum  begins  to  Im*coihc  wrinkled  and  the  labia  commence  to  close.  The 
hair  heroines  more  abundant,  while  the  lanugo  begins  to  diminish  in  amount. 

At  the  fortitth  irrrk  the  fret  us  is  fully  developed  and  the  term  of  its  intrauterine 
life  accomplished. 

Si/.k,  A«;k,  AM>('i!AitA<TKit8nK  tiik  Xkw-bokn  Child. — The  fresh  corpse  of  a  new- 
born child  at  term  no  longer  resembles  that  of  the  immature  fa»tus.  The  skin  is  firm 
and  pale,  like  that  of  an  adult.  The  lanugo  has  disappeared  except  on  the  shoulders. 
In  the  majority  of  rases  the  hair  on  the  head  is  1.5  to  2  cm.  long.  The  great  fontanelle 
is,  in  the  average,  2  to  3  cm.  long.  As  determined  by  an  analysis  of  661  cases,  the  aver- 
age length  is  50  cm.  the  weight  3,256  grams.  The  nails  are  hard  and  reach  to  the  tips 
of  the  fingers,  but  not  to  those  of  the  toes.  The  cartilages  of  the  ears  and  nose  are  hard. 
The  labia  are  more  nearly  closed.  An  ossification  centre  in  the  lower  epiphysis  of  the 
femur  should  !m*  sought  for,  as  its  presence  is  one  of  the  most  reliable  signs  of  the  ma- 
turity of  the  feet  us.  If  it  is  absent,  the  fu'tus  is,  as  a  rule,  not  more  than  thirty-seven 
weeks  old;  but  in  rare  cases  it  may  1m*  absent  at  term.  A  centre  of  ossification  1  mm. 
in  diameter  indicates  an  age  of  37  to  3*  weeks,  if  the  child  was  l>orn  dead  or  died  soon 
after  birth.  1  (a rely  it  is  no  larger  than  this  at  term.  A  diameter,  at  birth,  of  1.5  to  9 
mm.  indicates  an  age  of  40  weeks.  A  diameter  of  more  than  9  mm.  indicates,  as  a  ride, 
that  the  child  has  lived  some  time  after  its  birth;  a  less  diameter  than  7  mm.,  however, 
does  not  prove  the  contrary. 

Tttenty-four  hour*  offer  the  hirth  of  the  child  the  skin  is  firmer  and  paler.  The  um- 
bilical cord  is  somewhat  shrivelled,  although  still  soft  and  bluish  in  color.  From  the 
second  to  the  third  day  the  skin  has  a  yellowish  tinge  and  the  cuticle  sometimes  appears 
cracked.  The  umbilical  cord  is  brown  and  dry.  From  the  third  to  the  fourth  day  the 
skin  is  yellower,  and  the  cuticle  is  apt  to  separate  from  the  skin.  The  umbilical  cord 
is  of  a  brownish-red  color,  flattened,  semi-transparent,  and  twisted.  The  skin  around 
its  insertion  is  red  and  congested. 
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General  Inspection. — The  head  should  be  examined  for  the  marks  of  injuries. 
Very  commonly  some  portion  of  the  scalp  will  be  found  swollen  and  infiltrated  with 
blood  and  serum.  This  may  be  the  caput  nteeedaneum  formed  during  delivery.  The 
mouth  and  nose  should  be  examined  for  the  presence  of  foreign  bodies  which  might 
have  caused  suffocation. 

The  neck  should  be  examined  for  marks  of  strangulation.  The  umbilical  cord  may 
be  twisted  around  the  child's  neck  and  strangle  it.  The  mark  left  by  the  cord  is  usu- 
ally continuous,  broad,  not  excoriated,  sometimes  accompanied  by  ecchymoses  in  the 
skin. 

The  surface  of  the  body  should  be  examined  for  the  presence  of  vernix  caseosa, 
blood,  marks  of  injury,  and  the  existence  of  putrefaction.  It  should  be  remembered 
that  putrefaction  is  apt  to  commence  earlier  in  the  bodies  of  young  children  than  in 
those  of  adults. 

The  umbilical  cord  may  be  cut  or  torn.  It  usually  separates  by  the  fifth  day,  some- 
times not  until  the  tenth.  If  the  umbilicus  is  cicatrized  and  healed,  the  child  has  prob- 
ably lived  for  three  weeks.  A  zone  of  redness  around  the  insertion  of  the  cord  may  ex- 
ist previous  to  birth.  Redness  and  swelling  (which  may  disappear  after  death)  with 
suppuration  can  be  found  only  in  a  child  which  has  lived  for  several  days.  The  drying 
and  mummification  of  the  cord  may  take  place  as  well  in  dead  as  in  living  children. 
It  is  possible  for  a  child  to  die  by  haemorrhage  from  a  cut  or  torn  cord,  either  before  or 
after  it  has  breathed.  The  umbilical  vessels  should  be  examined,  as  they  may  be  the 
seat  of  umbilical  infection. 

The  extremities  may  exhibit  fracture  of  the  bones.  These  may  occur  during  intra- 
uterine life,  from  injuries  to  the  woman  or  from  unknown  causes;  or  may  be  produced 
by  violence  in  delivery,  or  by  injuries  after  birth. 

Internal  Examination. — The  Head. — The  fontanelies  and  sutures  should  first  be 
examined  as  to  their  size  and  for  penetrating  wounds.  An  incision  should  then  be  made 
through  the  scalp  across  the  vertex,  and  the  flaps  turned  backward  and  forward  as  in 
the  adult.  With  a  small  knife  the  edges  of  the  bones  should  be  separated  from  the 
membranous  sutures  and  the  dura  mater,  beginning  low  down  in  the  frontal  and  going 
back  into  the  lambdoidal  suture  on  either  side.  The  bones  are  then  drawn  outward  and 
cut  through  around  the  skull  with  strong  scissors.  The  brain  is  removed  and  examined 
as  in  the  adult.1 

Effusions  of  blood— cephalhematoma — may  be  formed,  soon  after  birth,  between 
the  pericranium  and  bone,  or,  more  rarely,  between  the  dura  mater  and  bone.  Clots  are 
also  found  between  the  dura  mater  and  skull;  between  the  dura  and  pia  mater;  more 
rarely  in  the  substance  of  the  brain,  as  the  result  of  protracted  or  instrumental  deliveries, 
or  of  injuries  after  birth. 

The  cranial  bones  may  be  malformed,  or  exhibit  the  lesions  of  rickets  or  caries,  or 
be  indented,  fissured,  or  fractured.  These  latter  lesions  may  be  produced  during  intra- 
uterine life  by  injuries  to  the  mother,  by  unknown  agencies,  by  difficult  deliveries,  or 
by  direct  violence  after  birth. 

In  cases  of  chronic  internal  hydrocephalus  in  young  children,  in  which  the  ventri- 
cles are  much  dilated  and  the  brain  substance  is  thinned  over  the  vertex,  the  brain  is  very 
apt  to  be  torn  in  removal,  and  the  amount  of  dilatation  thus  becomes  difficult  of  deter- 
mination. It  is,  therefore,  better  in  such  cases  to  place  a  pail  of  water  beneath  the  head, 
or  even  immerse  the  latter  in  it,  and  remove  the  brain  in  the  water.  In  this  wav  it  floats 
after  removal,  supported  on  all  sides.  It  may  now  be  opened  in  the  water  and  the  ex- 
tent of  the  lesion  determined  at  once,  and  parts  saved  for  microscopical  examination. 

If  it  be  desired  to  preserve  the  brain  for  demonstration  of  the  lesion  or  for  a  museum 
specimen,  it  should  be  transferred  unopened  to  a  large  jar  containing  five-percent,  forma- 
lin. A  portion  of  the  ventricular  fluid  should  now  be  removed  with  a  syringe  provided 
with  a  small  can u la,  and  replaced  by  formalin.  This  may  be  done  by  puncturing  the 
ventricles  from  below.  The  fluid  in  the  jar,  as  well  as  in  the  ventricles,  should  be 
changed  in  forty -eight  hours.     The  brain  may  then  be  cut  transversely  across,  when 

1  Or  an  incision  through  the  bones  with  a  fine  saw  may  be  made  as  in  the  adult. 
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the  degree  of  dilatation  of  the  ventricles,  etc.,  will  be  revealed.     The  weight  of  the 
brain,  according  to  Bischoff,  is  380  grains. 

It  is  normally  much  softer  and  pinker  than  in  the  adult,  the  piamore  delicate;  both 
may  lie  much  congested  or  anaemic  without  known  cause.  The  ventricles  contain  very 
little  serum.  Malformations,  apoplexies,  hydrocephalus,  simple  and  tuberculous  inflam- 
matory lesions,  are  to  be  looked  for. 

The  Spinal  ford. — Extravasations  of  blood  between  the  membranes  of  the  cord 
may  occur  from  the  same  causes  as  those  in  the  brain.  Spina  bifida  is  the  most  fre- 
quent malformation. 

The  Thorax  and  Abdomen. — These  are  opened  as  in  the  adult.  The  peritoneal 
cavity  contains  a  very  little  clear  serum.  A  red  fluid  may  be  produced  by  decomposi- 
tion.    The  peritoneum  is  often  the  seat  of  intra-uterine  inflammation. 

The  Diaphragm. — In  still-born  infants  its  convexity  reaches  to  the  fourth  or  fifth  rib. 
After  respiration  it  reaches  a  point  between  the  fourth  and  seventh  ribs.  Its  position 
is,  however,  so  variable  that  it  is  of  little  diagnostic;  importance. 

Tfie  Thorax. — The  thymus  glandy  at  this  period  very  large,  occupies  the  upper  por- 
tion of  the  anterior  mediastinum,  covering  the  trachea  and  large  vessels.  Its  average 
weight  is  about  15.5  grams.  It  is  usually  about  5  crn.  long,  3.8  cm.  wide  at  its  lower 
part,  and  al>out  .63  to  .85  cm.  in  thickness.  It  may  be  hypertrophied  and  compress 
the  large  vessels,  or  be  inflamed  and  suppurating. 

The  heart  lies  more  nearly  in  the  median  line  than  in  the  adult.  It  weighs  from 
20  to  24  grams.  The  ventricular  walls  are  of  nearly  equal  thickness.  The  pericardium 
contains  very  little  serum.  A  considerable  quantity  of  red  fluid  may  accumulate  here 
as  a  result  of  decomposition.  There  may  be  small  extravasations  of  blood  beneath  the 
pericardium  in  still-born  children  and  in  those  born  alive.  Pericarditis  with  effusion  of 
serum  and  fibrin,  and  endocarditis  with  consequent  changes  in  the  valves,  may  exist 
before  birth.  Malformations  and  malpositions  of  the  heart  and  large  vessels  are  not 
infrequent.  The  time  of  closure  of  the  foramen  ovale  and  the  ductus  arteriosus  varies 
verv  widely  in  different  cases. 

The  pleural  caritir*  contain  very  little  serum,  but  decomposition  may  lead  to  the 
accumulation  of  a  considerable  quantity  of  red  fluid.  Small  extravasations  of  blood 
in  the  subpleural  tissue  may  be  found  in  children  who  have  died  before  birth  and  after 
protracted  labors.  Inflammation,  with  exudation  of  serum,  fibrin,  and  pus,  may  exist 
before  birth. 

The  lung*  in  a  still-l>orn  child  are  small,  do  not  cover  the  heart,  are  situated  in  the 
upper  and  posterior  portion  of  the  thorax,  are  of  a  dark-red  color  and  of  firm,  liver-like 
consistence,  and  do  not  crepitate.  In  a  child  l)orn  alive,  and  which  has  respired  freely, 
the  lungs  fill  the  thoracic  cavity,  but  do  not  cover  the  heart  as  much  as  in  the  adult; 
they  are  of  a  lii^ht-red  or  pink  color,  and  crepitate  on  pressure.  If  respiration  has  been 
incompletely  performed,  we  find  various  intermediate  conditions  between  the  fietal  and 
inflated  states. 

If  any  doubt  exists  as  to  respiration  having  taken  place,  it  is  customary  to  employ 
the  hydrmtatic  tmt.  This  is  done  by  placing  the  lungs,  first  together,  then  separately, 
and  afterward  cut  into  small  pieces,  in  water.  It  is  commonly  said  that  if  they  sink 
the  child  has  not  breathed;  if  they  float  it  has.  This  test  is  not,  however,  a  certain 
one. ' 

The  lesions  of  inflammation,  and  vesicular  and  subpleural  emphysema,  may  be 
found  in  the  lungs  of  new  born  children. 

The  pharynx  should  Ik*  opened  and  examined  for  foreign  bodies. 

The  larynx  and  trarhea  should  be  examined  for  the  lesions  of  inflammation  and  for 
injuries  to  the  cartilages. 

The  thynnd  gland  weighs  al>out  12  grams.  It  may  be  so  enlarged  as  to  interfere 
with  respiration. 

The  Abdomen. — The  kidney*  are  lobulated  and  proportionately  larger  than  in  the 
adult.     Thoma  estimates  the  average  weight  of  both  organs  together  as  23.6  grams. 

1  See  works  on  medical  jurisprudence. 
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There  may  be  eechymoses  on  their  surface;  inflammation;  deposits  of  uric  acid  and 
urates  in  the  tubules  of  the  pyramids;  cystic  dilation  of  the  tubules,  sometimes  reach- 
in  g  an  enormous  size.  There  may  be  absence  or  retarded  development  of  one  kidney. 
Malformations  and  malpositions  of  the  kidneys  are  of  frequent  occurrence. 

The  adretials  are  large.     They  may  be  dilated  into  large  cysts  filled  with  blood. 

The  spleen  is  large  and  firm.  Its  average  weight  is  about  11  grams.  It  may  be 
abnormally  enlarged,  and  its  surface  is  sometimes  covered  with  fresh  inflammatory 
exudations. 

The  Intestines. — In  the  small  intestines,  inflammation  and  swelling  and  pigmenta- 
tion of  the  solitary  and  agmiuated  follicles  (lymph  nodules)  are  sometimes  found.  The 
large  intestine  usually  contains  meconium,  but  this  may  be  evacuated  before  or  during 
birth.     The  sigmoid  flexure  is  not  as  marked  as  in  the  adult. 

The  formation  of  gas  in  the  stomach  and  intestines  does  not  usually  take  place  until 
respiration  is  established.  If  decomposition  has  commenced,  however,  gas  may  be 
formed  as  a  part  of  the  process. 

The  lire r  is  of  a  dark-red  color,  is  large,  and  contains  much  blood.  Its  size  dimin- 
ishes after  respiration  is  established.  Its  average  weight  is  118  grams.  The  size  is  so 
variable,  before  and  after  respiration,  that  it  gives  little  information  as  to  the  age  of  the 
child.  Large  extravasations  of  blood  are  sometimes  found  beneath  the  capsule  of  the 
liver  without  known  cause.  A  variety  of  pathological  conditions,  fatty  and  waxy  de- 
generation, gummy  tumors,  etc.,  may  be  found. 

The  bladder  may  be  full  or  empty,  both  in  still-born  children  and  in  those  which 
have  breathed.     Dilatation  and  hypertrophy  may  exist  during  intra-uterine  life. 

Generative  Organs. — The  external  generative  organs  in  both  males  and  females  are 
more  prominent  than  in  adults.  The  ovaries  are  high  up  in  the  pelvis  and  large :  the 
cervix  uteri  is  long;  the  body  small  and  lax,  resting  forward  against  the  bladder. 
Phimosis  in  the  males  is  the  normal  condition.  Malpositions  and  retarded  development 
of  the  testicles  should  be  noticed.     It  should  be  observed  whether  the  anus  is  perforate. 

The  Bones,  in  suspected  cases,  should  be  examined  for  the  lesions  of  inflammation, 
rickets,  and  syphilis. 

Preservation. — The  various  foetal  tissues  may  be  preserved  by  the  same  methods 
as  are  employed  for  those  of  the  adult ;  but  as  they  are  very  delicate  they  should  be 
handled  with  great  care  and  the  preservative  fluids  changed  with  sufficient  frequency. 


CHAPTER  II. 

THE  LESIONS  IN  CERTAIN  FORMS  OF  DEATH  FROM 

VIOLENCE:  SUDDEN  DEATH. 

The  Lesions  in  Certain  Forms  of  Death  from  Violence. 

SUFFOCATION-ASPHYXIA. 

By  suffocation  is  meant  that  condition  in  which,  without  direct  press- 
ure on  the  larynx  or  trachea,  air  is  prevented  from  penetrating  into  the 
lungs.  The  interruption  of  the  function  of  respiration  which  is  thus 
brought  about  induces  the  condition  known  as  asphyxia.  In  this  way 
many  deaths  from  drowning  and  strangulation  take  place. 

The  ways  in  which  the  supply  of  air  may  be  cut  off  from  the  lungs 
are  various.  The  mouth  and  nose  may  be  closed  by  the  hand,  by  plas- 
ters and  cloths,  by  wrapping  up  the  head  in  cloths,  by  covering  the  face 
with  earth,  hay,  grain,  etc.  Foreign  bodies  may  be  introduced  into  the 
mouth,  pharynx,  and  larynx.  Blood  may  pass  into  the  trachea  from  an 
aneurism  or  from  a  wound.  The  glottis  may  he  closed  by  inflammatory 
swelling.     Vomited  material  may  lodge  in  the  larynx. 

On  the  other  hand,  injury  or  disease  of  the  medulla  oblongata,  or 
paralysis  or  spasm  of  the  muscles  of  respiration  from  drugs,  tumors 
pressing  upon  the  air  passages,  or  diseases  of  the  lungs  themselves,  may 
induce  asphyxia. 

External  Inspection. 

The  body  should  be  examined  for  marks  of  violence,  the  cavities  of 
the  mouth  and  nose  for  foreign  substances. 

The  face  may  l>e  livid  and  swollen  or  present  a  natural  api>earance. 
The  conjunctiva  may  l>e  congested  and ecchymotic.  There  maybe  small 
ecchyinoses  on  the  face,  neck,  and  chest.  The  mouth  often  contains 
frothy  blood  and  mucus.     The  tongue  may  l>e  protruded. 

Internal  Examination. 

The  Brain  and  its  membranes  may  be  congested,  or  aiueinic  and  cede- 
matous,  or  unchanged.  The  Blood  throughout  the  body  is  usually  dark- 
colored  and  fluid. 

Tlie  Ixirynx  may  contain  foreign  l>odies  which  have  induced  the  suffo- 
cation. The  mucous  membrane  of  the  larynx,  trachea,  and  bronchi  may 
be  congested  and  sometimes  ecchymotic:  these  passages  contain  frothy 
blood  and  mucus.  The  Lungn  are  usually  congested  and  (edematous,  but 
sometimes  do  not  differ  from  their  ordinary  appearance.     There  may  be 
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small  patches  of  emphysema  near  the  surface  of  the  lungs.  Sometimes, 
especially  in  infants,  small  ecchymoses  are  found  in  the  costal  and  pul- 
monary pleura. 

The  Heart  usually  presents  its  right  cavities  full  of  blood,  its  left 
cavities  empty ;  but  to  this  there  are  frequent  exceptions. 

The  Abdominal  Viscera  are  usually  congested. 

DEATH  FROM  STRANGULATION— HANGING. 

Strangulation  is  effected  by  the  weight  of  the  body  in  hanging,  by 
pressure  on  the  neck  with  the  hands  or  by  some  other  object,  or  by  con- 
striction of  the  neck  with  a  cord  or  ligature  of  some  kind.  Death  usually 
occurs  by  asphyxia,  or  by  asphyxia  combined  with  the  effect  of  the  cut- 
ting-off  of  the  blood  supply  to  the  brain  by  pressure  on  the  large  vessels 
of  the  neck.  In  some  cases  of  hanging,  death  ensues  as  a  result  of  frac- 
ture or  dislocation  of  the  cervical  vertebrae. 

External  Inspection. 

The  face  may  be  livid  and  swollen,  the  eyes  prominent,  the  lips 
swollen,  and  the  tongue  protruded.  These  appearances  are,  however, 
often  absent.  Erection  of  the  penis,  ejaculation  of  semen,  and  evacu- 
ation of  freces  and  urine  are  frequently  observed. 

In  many  cases  marks  are  left  upon  the  neck  by  the  objects  which  have 
directly  produced  the  strangulation.  In  cases  of  hanging,  the  mark 
about  the  neck  varies  considerably  in  position,  direction,  and  general 
characters,  depending  upon  the  kind  of  ligature  employed,  the  time  of 
suspension,  period  after  death  at  which  the  observation  is  made,  etc. 
The  most  common  mark  left  by  a  cord  about  the  neck  is  a  dry,  dense, 
brownish  furrow,  whose  breadth  corresponds  but  in  a  very  general  way 
with  the  diameter  of  the  cord.  In  some  cases,  according  to  Tidy  and 
others,  there  may  be  no  mark  at  all  if  the  hanging  be  quickly  accom- 
plished with  a  soft  ligature  and  the  body  cut  down  immediately  after 
death.  There  may  be  abrasions  and  ecchymoses  of  the  skin  at  the  seat 
of  ligature. 

In  cases  of  strangulation  by  the  fingers  the  mark  on  the  neck  may 
correspond  in  a  general  way  to  the  shape  of  the  fingers. 

The  application  of  the  same  forces  immediately  after  death  may  pro- 
duce the  same  marks  as  when  death  is  induced  by  them. 

Internal  Examination. 

The  Brain  and  its  membranes  may  be  congested,  or  there  may  be  ex- 
travasation of  blood,  or  there  may  be  no  abnormal  appearances. 

The  Neck. — In  some  cases  there  is  effusion  of  blood  beneath  the  liga- 
ture, rupture  of  the  cervical  muscles,  fracture  of  the  os  hyoides  and  car- 
tilages of  the  larynx,  fracture  and  dislocation  of  the  cervical  vertebra*, 
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rupture  of  the  internal  vertebral  ligaments  and  of  the  inner  and  middle 
eoats  of  the  carotid  arteries.  Similar  changes  may  be  produced  in  the 
dead  body  by  the  use  of  great  violence. 

If  death  occur  from  asphyxia,  the  internal  lesions  are  similar  to  those 
descrilied  above.  In  some  cases— for  example,  where  death  has  occurred 
from  fright  or  shock — the  results  of  post-mortem  examination  are  en- 
tirely negative. 

DEATH   FROM  DROWNING. 

In  examining  the  bodies  of  persons  who  have  been  drowned,  it  is 
necessary  to  l>ear  in  mind  a  number  of  questions  which  may  arise: 
Whether  the  person  came  into  the  water  alive  or  dead!  How  long  a 
time  has  elapsed  since  death!  Whether  the  person  committed  suicide, 
or  was  drowned  by  accident,  or  was  murdered!  These  questions  are  to 
l>e  solved  sometimes  certainly,  sometimes  with  probability,  sometimes 
not  at  all,  by  the  post-mortem  examination.  Persons  dying  in  the  water, 
to  which  condition  the  term  drowning  is  commonly  applied,  may  die 
from  asphyxia,  from  exhaustion,  from  fright  or  syncope,  from  disease  of 
the  heart,  apoplexy,  injuries,  etc.  While  in  the  majority  of  cases  as- 
phyxia is  a  predominant  or  important  factor  in  death  by  drowning,  the 
conditions  under  which  death  occurs  are  so  apt  to  be  complex  that  in  the 
minority  of  eases  only  are  the  lesions  of  pure  asphyxia  found  after 
death,  while  in  most  cases  the  bodies  present  the  more  or  less  well-marked 
lesions  of  asphyxia  together  with  those  indicative  of  complicating  con- 
ditions. There  are  no  post-mortem  conditions  which  alone  are  abso- 
lutely characteristic  of  drowning,  and  it  is  only  by  considering  all  the  facts 
elicited  by  the  autopsy  together  that  any  just  conclusion  can  be  arrived 
at.  It  should  always  l>e  borne  in  mind,  moreover,  that  even  the  most 
characteristic  of  the  evidences  of  drowning  are  apt  to  be  modified  or  to 
disappear  as  decomposition  goes  on. 

External  Inspection. 

Post-mortem  rigidity  usually  sets  in  early,  sometimes  immediately 
after  death.  Decomposition  progresses,  especially  in  summer,  with  un- 
usual rapidity  in  bodies  which  have  been  removed  from  the  water.  Fre- 
quently, but  by  no  means  constantly,  the  ]>eculiar  roughening  of  the 
skin,  known  as  goose  skin  (cutis  anserina),  is  found,  but  this  may  occur 
after  death  from  other  causes.  A  light,  lathery  froth,  either  white  or 
blood-stained,  is  frequently  seen  about  the  mouth  and  nostrils  within 
twelve  to  twentv-four  horn's  after  removal  of  the  bodv  from  the  water, 
but  it  mav  Im*  absent,  and  mav  l>e  seen  after  death  from  other  causes. 
After  the  bodv  has  lain  for  several  hours  in  the  water  (twelve  to  twenty- 
four)  the  thick  skin  of  the  palms  of  the  hands  and  soles  of  the  feet  may 
liecome  macerated  and  thrown  into  coarse  wrinkles,  just  as  it  may  after 
prolonged  soaking  during  lite,  or  in  a  dead  body  thrown  into  the  water. 
The  ]>enis  and  nipples  may  be  retracted,  and  the  scrotum  shrunken,  but 
this  is  not  constant  nor  characteristic. 
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If  the  person  has  struggled  in  the  water  and  clutched  at  objects 
within  his  reach,  there  may  be  evidences  of  this  in  excoriation  of  the 
fingers  or  in  the  presence  of  sand,  weeds,  etc.,  under  the  nails  or  grasped 
in  the  hands. 

External  marks  of  injury,  bruises,  etc.,  should  be  sought  for,  since 
persons  in  dying,  or  on  being  thrown  into  the  water  with  homicidal 
intent,  may  have  died  from  the  violence,  and  not,  strictly  speaking,  from 
drowning.  It  should  also  be  borne  in  mind  in  such  complex  cases  that 
injuries,  not  in  themselves  fatal,  may,  when  the  body  is  in  the  water, 
prove  so  on  account  of  the  inability  of  the  person  to  rescue  himself  or 
gain  time  for  recovery  from  the  injury,  and  that  then  the  struggle  for 
breath  may  be  but  slight,  and  the  more  prominent  signs  of  drowning  but 
little  marked. 

Internal  Examination. 

The  Brain. — Congestion  of  the  brain  and  its  membranes  is  found  only 
in  a  small  proportion  of  cases. 

The  Blood,  when  death  occurs  from  asphyxia,  is  usually  fluid  through- 
out the  body  and  of  a  dark  color,  as  in  asphyxia  from  other  causes. 

The  Air  Passages. — In  persons  who  die  from  asphyxia  the  mucous  mem- 
brane of  the  larnyx,  trachea,  and  bronchi  is  usually  congested,  and  the 
air  passages  contain  a  variable  quantity  of  bloody  or  mucous  froth.  In 
persons  dying  in  the  water  from  other  causes  than  asphyxia,  these  ap- 
pearances are  absent.  Foreign  substances  from  the  water,  such  as  sand, 
weeds,  etc.,  or  materials  regurgitated  from  the  stomach,  may  find  their 
way  into  the  air  passages  during  the  act  of  drowning  or  as  a  post-mortem 
occurrence.  Thus,  in  bodies  washed  about  the  bottom,  sand  or  mud  may 
get  into  the  air  passages  for  a  certain  distance,  from  the  mechanical  ac- 
tion of  the  water. 

The  Lungs  in  typical  cases  are  distended  so  that  thej'  fill  the  thorax 
and  cover  the  heart.  The  increased  size  is  due  partly  to  congestion, 
partly  to  the  presence  of  the  fluid  in  which  the  person  was  drowned, 
which  is  often  inspired  during  the  act  of  drowning,  a^d  partly  to  the 
distention  of  the  air  vesicles  with  air.  In  cases  of  drowning  in  which 
there  is  a  struggle  and  water  is  breathed  in,  the  lungs  may  contain  con- 
siderable fluid;  but,  as  a  result  of  decomposition,  this  may  find  its  way 
in  greater  or  less  quantity  into  the  pleural  cavities  by  transudation, 
leaving  the  lungs  comparatively  empty.  It  should  be  remembered,  how- 
ever, that  a  considerable  quantity  of  reddish  fluid  may  collect  in  the 
pleural  cavities  under  other  conditions  than  drowning,  through  a  post- 
mortem change,  by  transudation  from  the  blood-vessels  and  other  ad- 
jacent tissue. 

The  Heart. — In  those  who  die  from  asphyxia  the  right  cavities  are 
usually  filled  with  fluid  blood,  while  the  left  cavities  are  empty.  But 
when  death  is  due  to  complex  causes  this  may  not  be  the  case. 

The  Abdominal  Viscera  may  be  congested  in  persons  who  die  from 
asphyxia. 
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The  Stomach. — The  fluid  in  which  the  person  was  drowned,  sometimes 
mixed  with  sand,  weeds,  etc.,  maybe  swallowed  during  the  act  of  drown- 
ing. Sand  may  wash  for  a  short  distance  into  the  oesophagus  after 
death,  in  bodies  washing  about  the  bottom. 

In  persons  dying  in  the  water  from  syncope,  shock,  etc.,  we  may  find 
no  lesions.  When  the  death  is  partly  due  to  asphyxia  and  partly  to  other 
causes,  the  lesions  may  vary  in  numerous  ways,  which  need  not  be  de- 
scribed here. 

In  important  cases  of  doubtful  drowning  it  is  desirable  carefully  to 
collect  and  save  some  of  the  fluid  from  the  lungs  and  stomach  for  micro- 
chemical  examination,  since  the  identification  of  these  fluids  with  those 
in  which  the  person  was  presumably  drowned  will  often  give  certainty 
to  an  otherwise  doubtful  case. 

For  the  detailed  consideration  of  the  anatomical  diagnosis  of  drown- 
ing, the  changes  which  bodies  dead  from  drowning  undergo  from  decom- 
position, and  the  factors  bearing  on  the  question  of  suicide,  homicide, 
etc.,  we  refer  to  works  on  medical  jurisprudence.1 

DEATH  FROM  ELECTRICITY. 

Lightning. — Persons  who  are  struck  by  lightning  may  die  instantly ; 
or  may  continue  for  several  hours  comatose  or  delirious,  and  then  either 
die  or  recover;  or  they  may  die  after  some  time  from  the  effects  of  the 
burns  and  injuries  received. 

The  post-mortem  appearances  are  very  variable.  Sometimes  there 
are  no  marks  of  external  violence  or  internal  lesions.  Sometimes  the 
clothes  are  burnt  and  torn,  while  the  skin  beneath  them  is  unchanged. 
Usually  there  are  marks  of  contusion  and  laceration,  or  ecchymoses,  or 
lacerated,  punctured  wounds,  or  fractures  of  the  bones,  or  superficial  or 
deep  burns.  The  track  of  the  electric  current  may  sometimes  be  marked 
bv  dark-red  arborescent  streaks  on  the  skin.     Fractures  are  rare. 

The  internal  viscera  may  be  lacerated  and  disorganized  from  lightning. 

Artificial  Electrical  Currents. — In  death  from  powerful  artificial  elec- 
trical currents,  either  by  accident,  as  in  linemen  and  others,  or  in  elec- 
trical executions,  there  may  t>e  local  burnings  of  varying  degree  where 
the  wires  or  electrodes  come  in  contact  with  the  skin.  The  clothes  may 
be  pierced  with  holes  at  the  point  of  exit  of  the  current.  Internally 
there  apj>ear  to  l>e  no  marked  or  characteristic  lesions,  either  gross  or 
microscopical,  in  this  form  of  death.  Van  Gieson  and  others  have  ob- 
served the  occasional,  but  not  constant,  occurrence  of  small  haemorrhages 
in  the  floor  of  the  fourth  ventricle,  the  significance  of  which  is  doubtful. 
Other  j>etechial  spots  have  lieen  observed  lieucath  the  serous  surfaces  of 
the  endocardium,  pericardium,  and  pleura,  and  on  the  spleen.1 

1  Ti<ty.  u  Legal  Medicine."  vol.  ii.     Guy  an/1  FerHer.  *•  Forensic  Medicine." 
*  Van  (rittoHi  "  A  Keport  of  the  Gross  and  Microscopical  Examination  of  Six  Cases 
of  Death  by  Strong  Electrical  Currents."     New  York  Medical  Journal.  May  7th  and 
14th,  189*2.     Cunningham,  "The  Cause  of  Death  from  Industrial    Electric  Currents." 
New  York  Medical  Journal,  vol.  Ixx.,  pp.  5H1  and  615,  1899. 
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DEATH  FROM  BURNING. 

Death  may  be  caused  by  the  inspiration  of  smoke  and  flame ;  by  the 
drinking  of  hot  fluids;  by  the  direct  contact  of  flame  or  hot  substances 
with  the  external  surface  of  body.  It  may  be  due  to  the  direct  effect  of 
the  agents,  to  secondary  affections  of  the  viscera,  or  to  the  exhaustion 
produced  by  long-continued  inflammation  and  suppuration.  Sudden 
death  may  occur  after  extensive  burnings  of  the  skin.1 

The  burned  skin  divested  of  epidermis  may  present  a  peculiar  red, 
hard,  parchment-like  appearance.  If  the  patient  have  lived  for  some 
time,  suppuration  of  the  injured  surface  may  ensue.  Or  there  are  small, 
bladder-like  elevations  of  the  epidermis.  The  base  of  these  blisters  is 
red,  and  they  are  surrounded  by  a  red  zone,  or  suppuration  may  have 
commenced.  These  appearances  cannot  be  produced  by  heat  applied  to 
the  skin  after  death. 

After  death  from  severe  burns  there  is  apt  to  be  congestion  of  the 
brain,  and  the  thoracic  and  abdominal  viscera.  The  lymph  nodes  and 
the  lymphatic  tissues  throughout  the  body  may  be  swollen  and  the  seat 
of  focal  necrosis.  There  is  usually  albuminous  degeneration  of  the  liver 
and  kidneys ;  the  spleen  is  swollen  and  the  seat  of  focal  necrosis.  Focal 
necrosis  in  the  bone  marrow  has  been  noted.  There  may  be  capillary 
thromboses,  interstitial  haemorrhages  in  the  kidney,  and  leucocytosis. 
These  lesions  indicate  the  presence  of  toxic  substances  in  the  body  fluids, 
and  thus  the  general  condition  may  be  regarded  as  an  instance  of  auto- 
intoxication.* 

Secondary  lesion  are  not  infrequent  after  severe  burns.  There  may 
be  oedema  of  the  glottis,  pseudo-membranous  inflammation  of  the  larynx 
and  trachea,  pneumonia,  ulceration  of  the  duodenum,  and  pyaemia  with 
infarctions  in  the  lungs,  liver,  spleen,  and  kidneys. 

Sudden  Death. 

Some  forms  of  sudden  death  from  violence  have  been  already  consid- 
ered. Aside  from  these,  by  sudden  death,  in  the  ordinary  sense,  is  usually 
meant  "the  rapid  and  unforeseen  termination  of  a  latent  acute  or  chronic 
disease. "  We  shall  not  consider  here  sudden  death  either  from  violence 
or  poisoning  or  in  well-defined  and  evident  acute  or  chronic  diseases:  it 
will  be  practicable  only  to  enumerate  some  of  the  more  common  condi- 
tions under  which  sudden  death  may  occur — and  first  in  the  adult. 

Circidatory  System. — Heart — fatty  degeneration,  chronic  myocardtiis, 
abscess  of  the  myocardium,  rupture,  lesions  of  the  coronary  arteries, 
endocarditis,  and  pericarditis.  Blood-vessels — arteriosclerosis,  aneu- 
rysms— especially  intracranial,  intrapericardial,  abdominal,  and  pulmo- 

1  For  a  study  of  sudden  death  following  severe  burns,  consult  Silbermann,  Virch. 
Arch.,  Bd.  cxix.,  p.  488,  1890.     Bibliog. 

*For  a  study  of  the  visceral  changes  following  extensive  burns,  consult  Bauken, 
Jour.  Exp.  Med.,  vol.  ii.,  p.  501,  1897.     Bibliog. 
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nary ;  congenital  narrowness  of  the  aorta,  thrombosis  and  embolism  of 
the  pulmonary  or  cerebral  arteries. 

Brain — meningitis,  abcesses,  and  tumors.  Very  slight  injuries  of 
various  parts  of  the  body  have  been  followed  by  sudden  death,  probably 
through  inhibition.     Syncope  may  terminate  in  death. 

Respiratory  System. — Foreign  bodies  lodging  at  the  entrance  to  the 
larynx  are  not  infrequently  followed  by  immediate  death  without  evi- 
dence of  asphyxia.  Hypertrophy  of  the  thyroid,  mediastinal  tumors, 
pleurisy,  and  pneumothorax  may  lead  to  sudden  death. 

Abdominal  Viscera. — Rupture  of  visceral  abscesses;  perforation  of  ul - 
cers  of  the  gastrointestinal  canal ;  rupture  of  the  spleen,  especially  if 
the  latter  be  enlarged  as  in  malaria;  extra-uterine  gestation,  retro- 
uterine hematocele,  and  rupture  of  the  uterus,  are  among  the  lesions 
not  infrequently  leading  to  sudden  death. 

Sudden  death  is  frequent  in  diabetes,  in  various  forms  of  kidney  le- 
sion and  in  alcoholism,  and  in  association  with  the  so-called  lymphatic 
constitution. ' 

Sudden  death  in  young  children  is  most  often  associated  with  dis- 
orders of  the  respiratory  system,  thus  differing  from  adults  in  whom  le- 
sions of  the  circulatory  system  are  of  the  greatest  significance.  Brouardel 
attributes  sudden  death  in  children  usually  to  one  of  five  principal  causes 
— syncope,  convulsions,  asphyxia,  pulmonary  congestion,  and  intestinal 
disorders.  A  large  thymus  with  the  lymphatic  constitution  is  frequent 
in  cases  of  sudden  death  in  young  children.2 

1  See  reference,  p.  3#7. 

*  For  further  details  on  this  subject,  consult  Brmiardel,  u  Death  and  Sudden  Death," 
English  translation,  1897;  also  works  on  forensic  medicine. 


CHAPTER  III. 

GENERAL  METHODS  OF  PRESERVING  PATHOLOGI- 
CAL SPECIMENS  AND  PREPARING  THEM  FOR 
STUDY. 

It  is  not  our  purpose  in  this  section  to  give  a  complete  account  of  the 
technical  procedures  required  in  the  study  of  pathological  specimens, 
since  the  methods  are  for  the  most  part  identical  with  those  employed  in 
the  study  of  normal  tissues,  with  which  the  student  or  practitioner  is 
presumably  already  familiar.  We  wish  simply  to  give  a  few  brief  hints 
as  to  the  most  useful  methods  for  the  ordinary  purposes.  Additional 
suggestions  will  be  found  in  parts  of  the  book  dealing  with  special  tissues 
and  organs ;  but  for  many  methods  which  are  invaluable  for  special  pur- 
poses, and  the  technical  details  which  are  necessary  for  a  skilful  worker, 
one  may  consult  Lee's  "  Microtomiste'  Vade  Mecum,"  fifth  ed.,  1900;  or 
the  u  Pathological  Technique  "  of  Mallory  and  Wright,  1897. 

The  Study  of  Fresh  Tissues. 

Although  for  the  most  part  the  conditions  for  the  minute  study  of 
tissues  are  more  favorable  after  these  have  been  fixed  and  hardened  by 
a  suitable  chemical  agent,  it  is  yet  in  many  cases  very  important  to  ex- 
amine them  in  the  fresh  state.  For  this  purpose  they  may  be  teased 
apart  in  a  one-half- percent,  solution  of  sodium  chloride  and  mounted  and 
studied  in  the  same.  Sodium  chloride  is  also  useful  for  the  separation  by 
dilution  of  the  structual  elements  of  fluids  such  as  exudates,  pus,  etc. 

RAPID  FIXATION  AND  FROZEN  SECTIONS. 

A  rapid  fixation  and  development  of  detail  in  structural  elements  in 
fluids  may  be  secured  by  allowing  a  drop  of  Carnoy\s  fluid  or  formalin 
to  run  under  the  cover  glass  and  mingle  with  the  salt  solution,  the  flow 
being  directed  by  a  bit  of  filter  paper  put  close  to  the  edge  of  the  cover 
glass  on  the  side  opposite  to  that  on  which  the  coloring  fluid  or  fixative 
is  added. 

Carnoy's  Fluid. 

Saturated  aqueous  sol.  methyl,  green, 100 

Acetic  acid, 1 

Osmic  acid,  0.1 

When  an  immediate  diagnosis  of  a  solid  tissue  is  required,  useful 
results  may  sometimes  be  obtained  by  a  combination  of  the  freezing 
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method  with  the  use  of  formalin  as  a  fixative  as  suggested  by  Cullen.1 
Any  form  of  freeziug  microtome  and  either  ether  or  liquid  carbonic  acid 
may  be  used. 

Cullen's  procedure  is  as  follows:  The  frozen  sections  are  put  in  afive- 
per-eent  watery  solution  of  formalin  for  from  three  to  five  minutes; 
in  fifty-percent  alcohol  for  three  minutes;  in  absolute  alcohol  for 
one  minute.  They  are  now  washed  in  water,  stained  with  hematoxylin, 
decolorized  in  acid  alcohol  (one-percent  hydrochloric  acid),  rinsed  in 
water,  contrast  stained  and  dehydrated  with  eosin  alcohol,  cleared  with 
creosote  or  oil  of  cloves,  and  mounted  in  balsam.  The  tissues  shrivel 
considerably  by  this  method.  The  disintegration  of  the  sections  after 
they  thaw,  and  especially  the  considerable  shrinkage  which  they  undergo 
on  treatment  with  alcohol,  may  both  be  largely  obviated  by  spreading 
the  sections,  as  they  thaw,  on  an  albumin  fixative  film  upon  a  cover 
glass  or  slide — see  below — and  conducting  the  hardening  and  staining 
manipulations  with  the  specimen  in  position  upon  the  glass. 

Hodenpyl*  has  found  that,  when  time  permits,  satisfactory  results 
are  secured  by  placing  very  small  pieces  of  the  fresh  tissue  for  an 
hour  in  five-percent  solution  of  formalin ;  then,  after  washing  out  the 
formalin,  making  frozen  sections  in  the  usual  way.  The  sections  are 
now  dropped  for  a  moment  into  a  solution  of  agg  albumen  of  the  follow- 
ing composition: 

Egg  Albumen 10 

Sodium  Salicylate, 1 

Water, 30 

The  sections  are  now  spread  on  the  slide,  the  excess  of  fluid  being 
drained  off,  and  are  pressed  against  the  glass  with  a  bit  of  fine  cheese 
cloth.  They  are  finally  fixed  in  place  by  a  short  immersion  in  strong 
alcohol.  The  section,  now  fast  on  the  glass,  is  stained  and  mounted,  in 
situ.  This  procedure,  which  can  l>e  carried  out  in  a  little  more  than  an 
hour,  gives  a  fair  chance  for  an  early  morphological  diagnosis  in  solid 
tissues,  though  the  minute  structural  details  are  often  much  altered. 

Fixation :  Hardening  and  Preservation. 

Alcohol  is  the  most  commonly  employed  fixative  and  hardening 
agent  for  routine  purposes.  It  is  used  in  the  strength  of  from  eighty  to 
ninety-five  per  cent  at  first,  the  pieces  of  tissue  to  be  hardened  not  being 
larger  than  I  or  2  c.c.  There  should  be  in  bulk  many  times  as  much 
alcohol  as  of  tissue  to  Ik*  hardened.  A  little  absorl)ent  cotton  may  b© 
placed  in  the  bottle  to  keep  the  blocks  of  tissue  from  sticking  to  the 
bottom.  After  twenty-four  hours  the  alcohol  should  be  renewed.  On 
the  third  day  the  tissue  is  transferred  to  ninety-seven-per-cent  or  to 
absolute  alcohol  for  completion  of  the  hardening,  which  will  usually  be 
within  five  or  six  days. 

1  Otlkn,  Johns  Hopkins  Hospital  Bulletin,  April,  1S05. 

2  Hodenpyl,  *  A  Modification  of  Cullen's  Method  of  Preparing  Fresh  Sections  for 
Microscopic  Work,n  Medical  Record,  March  5.  1H!)H. 
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While  for  many  purposes  other  and  more  delicate  methods  of  harden- 
ing tissues  are  to  be  recommended,  alcohol  is  most  useful  for  most  solid 
ti&sues  in  which  bacteria  are  to  be  sought:  for  such  specimens  as  are  not 
quite  fresh  and  in  which  the  process  of  decay  is  to  be  immediately 
checked,  and  in  general  for  tissues  in  which  the  determination  of  topo- 
graphical features  for  diagnostic  or  other  purposes  is  the  chief  end  in 
view. 

Formalin,  or  formol,  is  the  trade  name  for  a  forty-percent  aqueous 
solution  of  formaldehyde.  In  diluted  solutions  it  is  a  valuable  fixative 
for  delicate  tissues.  It  is  most  commonly  used  in  a  solution  of  5  parts 
(of  the  commercial  formalin)  to  100  of  water.  The  fresh  tissues,  in 
small  pieces,  are  put  in  this  solution  for  forty-eight  hours,  the  fluid 
being  renewed  at  the  end  of  twenty-four  hours.  They  are  then  trans- 
ferred to  sixty- percent  alcohol  for  twenty -four  hours,  and  the  harden- 
ing is  completed  with  strong  alcohol. 

Muller's  Fluid  which  has  been  much  used  as  a  hardening  agent 
has  the  following  composition : 

Potassium  Bichromate, 2  parts 

"  Sulphate, 1  part 

Water 100  parts 

Muller's  fluid  is  now  most  often  used  in  combination  with  other 
fixatives. 

Thus  Orth*8  Fluid,  which  is  Miiller's  fluid  to  100  parts  of  which  10 
parts  of  commerical  formalin  are  added,  is  a  most  valuable  agent  for 
fixing  and  hardening  delicate  cells.  The  mixture  should  be  made  at  the 
time  of  using  because  it  soon  changes.  The  pieces  of  tissue  should  be 
small,  the  fluid  largely  exceeding  the  tissue  in  bulk.  The  hardening  is 
completed  in  three  or  four  days,  when  the  specimens  should  be  thor- 
oughly washed  and  preserved  in  eighty-percent  alcohol. 

Osmic  Acid  is  of  great  value,  especially  in  combination,  for  the 
hardening  of  small  portions  of  delicate  tissues,  since  it  serves  to  fix  the 
elements  in  a  nearly  normal  condition  and  stains  them  brown  or  black. 
Osmic  acid  stains  fat  black  and  on  this  account  is  a  valuable  agent  for 
the  detection  of  this  substance  in  the  tissues.  It  is  generally  used  in 
one-percent  aqueous  solution,  the  tissues,  in  very  small  pieces  and  when 
quite  fresh,  being  placed  in  it  and  allowed  to  remain  for  twenty-four 
hours.  They  are  now  washed  thoroughly  in  water  and  may  be  preserved 
in  eighty-per-cent  alcohol. 

Flemming's  Osmic  Acid  Mixture. — For  the  purpose  of  fixing  delicate 
tissue  elements  to  show  minute  structural  detail,  such  as  mitotic  figures, 
this  mixture  is  of  great  value.     It  is  made  of 

Onc-per-cent  solution  of  Chromic  Acid, lo  parts 

Two-per-cent  solution  of  Osmic  Acid, 4    " 

Glacial  Acetic  Acid, 1  part 

This  mixture  does  not  keep  well,  and  hence  should  be  made  up  in  small 
quantities.     Small  portions  of  tissue  should  soak  in  the   mixture  for 
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twenty-four  hours,  then,  after  thorough  washing  in  water,  they  are  put 
for  twenty-four  hours  in  seventy-percent  alcohol,  and  then  transferred 
to  strong  alcohol,  in  which  they  are  kept. 

Corrosive  Sublimate. — This  is  a  most  excellent  fixative  for  delicate 
structures. 

A  convenient  preparation  is  Lang1 8  Solution.     Its  formula  is: 

Mercuric  Chloride, 5  gms. 

Sodium         ** 6" 

Hydric  Acetate,  Glacial, 5  c.c. 

Water, ....  100  c.c. 

The  tissues  should  remain  in  sublimate  solution,  as  a  rule,  not  longer 
than  from  one  to  three  hours. 

Specimens  fixed  in  sublimate  develop  a  mercurial  precipitate,  do  not 
stain  well,  and  become  brittle  unless  the  excess  of  sublimate  is  removed. 
This  can  be  largely  done  by  prolonged  washing  in  running  water.  But 
it  is  much  more  easily  aud  certainly  accomplished  by  the  chemical  action 
of  dilute  iodine  solution.  The  specimen  is  removed  from  the  sublimate 
mixture  and  put  at  once  into  seventy-per-cent  alcohol.  To  this  is  added 
from  time  to  time  a  sufficient  quantity  of  saturated  alcoholic  solution  of 
iodine  (or  tincture  of  iodine)  to  give  the  alcohol  a  moderately  deep 
iodine  color.  At  first  this  color  gradually  disappears,  and  the  iodine 
solution  should  be  repeatedly  added  until  the  color  persists.  The  speci- 
mens are  now  transferred  to  seventy-per-cent  alcohol,  and  after  twenty- 
four  hours,  to  strong  alcohol. 

Zenker  s  Fluid  is  a  good  fixative  and  acts  rapidly.  It  is  a  combina- 
tion of  Muller's  fluid  and  corrosive  sublimate  with  acetic  acid.  Its 
formula  is: 

Potassium  Bichromate 2  parts 

Sodium  Sulphate 1     * 

Mercuric  Chloride 5     " 

Hydric  Acetate.  Glacial, 5     u 

Water 90     * 

The  acetic  acid  should  l>e  added  at  the  time  of  using,  since  the  com- 
plete mixture  readily  decomposes.  Small  pieces  of  tissue  may  be  har- 
dened in  this  solution  in  from  twenty-four  to  forty-eight  hours.  They 
should  then  l>e  carefully  washed  and  preserved  in  eighty-percent  alcohol. 
The  use  of  iodine  to  remove  the  excess  of  sublimate,  as  described  under 
Lang's  solution  above,  is  desirable  here  also. 

Pathological  s]»ccimcns  which  occur,  or  arc?  isolated  in  the  form  of 
membranes,  should  l>e  stretched  with  pins  on  a  piece  of  wood  or  flat 
cork  liefore  lieing  immersed  in  the  preservative  fluids.  Minute  struc- 
tures, such  as  occur  in  exudates  from  the  mucous  membranes  and  in 
cyst  fluids,  renal  casts,  etc.,  may  be  hardened  in  Flemming\s  osmic  acid 
mixture  or  in  formalin  followed  bv  alcohol.  Under  these  conditions  re- 
newals  or  changes  of  the  fluids  may  be  effected  in  tubes  by  the  use  of  the 
centrifugal  machine.  The  s]M»cimcns  may  finally  l)e  preserved  in  eighty- 
per-cent  alcohol. 
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Decalcifying. 

Bones  which  are  the  seat  of  lesions,  and  calcified  tissues,  must  be 
freed  from  lime  salts  before  thin  sections  can  be  made. 

Tissues  which  are  to  be  decalcified  should  be  in  small  pieces  and  first 
well  hardened  in  alcohol  or  in  Orth's  fluid. 

Rapid  decalcification  may  be  secured  by  the  combination  with  nitric 
acid  of  phloroglucin,  the  latter  agent  preventing  the  swelling  of  the  tissue 
elements.  One  gram  of  phloroglucin  is  dissolved  with  gentle  heat  in  5 
c.c.  of  nitric  acid.  This  solution,  when  effervescence  has  ceased,  is  of  a 
ruby-red  color.  To  this  are  added  70  c.c.  of  strong  alcohol  and  30  c.c. 
of  water.  This  solution  deteriorates  with  age.  Small  pieces  of  bone  or 
other  tissue  are  suspended  by  thread  in  relatively  large  quantities — at 
least  twenty  times  the  bulk  of  the  specimens — of  this  fluid.  In  from  one 
to  twenty-four  hours,  depending  upon  the  size  of  the  piece  of  bone, 
the  decalcification  is  usually  complete.  The  specimen  is  now  washed 
thoroughly  in  running  water ;  put  for  twenty-four  hours  in  eighty-per- 
cent alcohol  and  then  in  strong  alcohol.  Bone  decalcified  in  this  way 
may  be  stained  with  hematoxylin  and  eosin. 

Embedding  and  Section  Cutting. 

EMBEDDING. 

Some  dense  tissues,  after  being  well  hardened,  are  sufficiently  solid  to 
permit  of  thin  sections  being  made  from  them  without  further  prepara- 
tion, but  in  most  cases  very  thin  sections  cannot  be  prepared  without  fill- 
ing the  interstices  of  the  tissue  with  some  embedding  material,  which 
gives  it  greater  consistence  and  holds  the  tissue  elements  firmly  in  their 
natural  relations  to  one  another,  while  the  section  is  being  made.  Cel- 
loidin  and  paraffin  are  the  most  generally  useful  materials  for  this 
purpose. 

Celloidin,  a  non-explosive,  purified  form  of  gun-cotton,  is  best  ob- 
tained in  the  form  of  thin  shavings,  since  in  this  form  it  is  most  easily 
dissolved.  A  six-percent  solution  is  made  in  equal  part  of  sulphuric 
ether  and  strong  alcohol.  The  specimen  in  small  pieces  is  soaked  for 
twelve  hours  in  this  celloidin  solution,  diluted  with  an  equal  amount  of 
the  mixture  of  alcohol  and  ether,  then  for  twelve  hours  in  the  six-per- 
cent celloidin  solution.  If  the  specimen  be  small  and  require  but  little 
support,  it  may  now  be  laid  directly  on  the  end  of  a  small  block  of  wood 
or  cube  of  glass  or  vulcanite,  and  a  few  drops  of  celloidin  poured  around 
it.  In  most  cases,  however,  it  is  better  to  make  a  small  paper  box,  in 
which  the  specimen  is  placed  in  a  proper  position,  and  the  celloidin 
poured  in  around  it  so  as  completely  to  enclose  it.  In  either  case  a  con- 
siderable quantity  of  celloidin  should  be  poured  around  the  specimen, 
since  the  celloidin  shrinks  considerably  in  hardening.  The  paper  box 
may  be  made  by  winding  a  strip  of  thin  paper  around  the  end  of  the 
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supporting  block,  allowing  it  to  project  for  a  sufficient  distance  beyond 
the  end.  The  paper  is  held  in  place  by  a  rubber  band.  We  have  thus 
a  cylindrical  box  with  a  solid  bottom  projecting  below  it  by  which  the 
whole  can  be  held  in  the  clamp  of  the  microtome. 

After  the  specimen,  either  free  on  the  end  of  the  block  or  in  its  box, 
is  surrounded  by  celloidin,  it  should  be  allowed  to  stand  for  a  short  time 
exposed  to  the  air,  so  that  the  celloidin  may  harden  on  the  outside  by  the 
evaporation  of  the  ether.  If  the  temperature  be  high,  the  too  rapid 
evaporation  of  the  ether  will  cause  bubbles  to  appear  in  the  mass.  This 
should  be  avoided  by  covering  the  specimen  with  a  bell -jar.  After  the 
celloidin  mass  has  acquired  sufficient  hardness  on  the  outside  to  keep  its 
shape,  the  whole  should  be  placed  in  eighty-percent  alcohol,  in  which 
the  celloidin  will  harden  and  acquire  a  sufficient  cousistence  for  cutting 
in  a  few  hours.  When  this  is  accomplished  the  paper  may  be  stripped 
off,  and  the  specimen  is  ready  for  sectioning. 

After  the  sections  have  been  cut  they  maybe  stained  in  the  usual  way 
(see  below)  and  mounted  in  glycerin  or  balsam.  If  mounted  in  balsam, 
the  oil  of  origanum  eretici  is  used  for  clearing. 

The  uncut  portion  of  tissue  may  be  preserved,  embedded  in  celloidin, 
by  keeping  it  in  eighty -percent  alcohol.  It  is  better,  in  permanent 
preservation  of  uncut  celloidin -embedded  specimens  in  bulk,  to  cut  them 
off  from  the  wooden  blocks,  since  alcohol  extracts  from  these  a  dark 
resinous  material  which  colors  the  specimen  and  interferes  with  the 
staining  of  sections.  If  glass  or  vulcanite  blocks  be  used,  the  whole  may 
be  kept  in  alcohol. 

St<')Hinow  has  recently  devised  a  more  rapid  procedure  in  celloidin 
embedding.  The  celloidin  solution  is  made  by  the  following  formula,  a 
few  day  being  required  for  dissolving: 

Celloidin, 15  gm. 

Oil  of  Cloves, 50  c.c. 

Ether 200    M 

Absolute  Alcohol 10    u 

The  hardened  specimen  is  transferred  from  strong  alcohol  to  a  small 
portion  of  the  solution  in  a  closed  bottle.  In  from  three  to  six  hours  a 
small  piece  of  ordinary  tissue  is  usually  impregnated.  It  is  then  put  in 
position  on  the  mounting  block  and  placed  in  pure  chloroform.  In  this 
the  projKM*  consistency  for  section  cutting  is  secured  in  from  two  to  three 
hours,  after  which  the  whole  is  transferred  to  eighty -per-cent  alcohol,  in 
which  it  may  Ik*  kept. 

For  further  details  and  modifications  of  this  method,  see  the  original 
description.1 

Paraffin. — For  some  purpose,  especially  when  extremely  thin 
though  not  large  sections  are  required,  paraffin  einl>edding  is  almost  in- 
dispensable. The  sections  of  tissues  thus  enil>edded  may  be  cut  exceed- 
ingly thin  (2  to  3  .",  or  even  1  ."  with  the  Minot-Blake  microtome)  and 

1  StejMinoir,  Zeitschr.  f.  uissenschufll.  Mikroscopic,  Bd.  xvii.,  p.  185,  1900. 
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when  these  are  fixed  to  the  slide  and  appropriately  stained,  the  con- 
ditions for  the  study  of  cytological  details  are  more  favorable  than  by 
any  other  method.  For  the  paraffin  technique  the  specimen  should  be 
small,  say  |  c.c  as  a  maximum  limit.  The  specimen,  freed  from  the 
preservative  fluid,  is  dehydrated  by  graded  alcohols  as  follows:  thirty 
per  cent,  fifty  per  cent,  and  seventy  per  cent,  and  finally  ninety-five  per 
cent,  remaining  in  each  of  these  alcohols  for  two  or  several  hours,  and  is 
then  placed  in  absolute  alcohol.  Complete  dehydration  of  the  specimen 
is  indispensable  for  the  success  of  this  method,  for  if  the  slightest  trace 
of  water  be  left  in  the  specimen,  shrinkage  or  other  artificial  changes  in 
the  tissues  are  apt  to  occur,  when  the  specimen  is  transferred  to  the  clear- 
ing media  preparatory  to  immersion  in  the  melted  paraffin. 

When  the  specimen  is  thoroughly  dehydrated  by  absolute  alcohol,  it 
may  be  transferred  to  oil  of  cedar,  remaining  in  this  until  it  sinks  and 
becomes  clear.  It  is  then  immersed  in  a  small  dish  or  glass  box  of 
melted  paraffin,  kept  in  a  constant  temperature  bath  held  at  52°  C, 
where  it  remains  until  completely  permeated  by  the  paraffin.  It  is  best 
to  use  paraffin  wrhich  has  a  melting-point  of  50°  G.  After  the  specimen 
has  remained  for  a  while  in  the  first  dish  of  melted  paraffin,  it  is  trans- 
ferred to  a  second  dish  of  the  same,  in  order  to  remove  any  clearing  oil 
remaining  in  the  specimen.  The  length  of  time  of  the  paraffin  immer- 
sion depends  upon  the  size  and  density  of  the  specimen ;  as  a  general  rule 
one-half  hour  is  sufficient  for  small,  soft,  or  porous  fragments ;  an  hour 
or  one  and  a  half  hours  for  larger  and  denser  tissues.  A  longer  period 
of  immersion  may  interfere  with  the  finer  structural  details  of  the 
tissues. 

A  small  paper  box  considerably  larger  than  the  specimen  itself  is 
filled  with  melted  paraffin,  and  with  a  wrarm  needle  or  forceps  the  speci- 
men is  transferred  to  the  paper  box  and  set  in  its  proper  position  in  the 
bottom,  so  that  the  surface  to  be  cut  lies  against  the  bottom  of  the  box. 
In  order  to  avoid  the  slow  cooling  of  the  paraffin  around  the  specimen  in 
successive  layers,  which  prevents  the  formation  of  a  homogeneous  mass, 
the  paper  box  with  its  contents  is  quickly  cooled  by  being  put  into  cold 
water,  even  iced  water.  When  the  paraffin  block  is  hard,  it  is  fastened 
with  paraffin  on  to  one  of  the  various  discs  belonging  to  the  paraffin 
microtome,  trimmed  so  as  to  have  a  rectangular  cutting  surface,  and 
sections  are  cut  with  a  drv  knife.  In  order  to  stain  these  sections, 
the  paraffin  must  be  removed  from  the  interstices;  this  maybe  done  with 
xylol.  But  when  the  supporting  paraffin  is  removed  from  the  sections 
they  are  liable  to  fall  to  pieces  during  the  further  staining  and  other 
manipulations.  The  only  practical  plan  therefore  with  the  great  major- 
ity of  paraffin  sections  is  to  affix  them  to  a  slide  and  carry  them  in  this 
way  through  the  various  staining  and  mounting  procedures. 

The  best  way  of  affixing  delicate  paraffin  sections  to  a  slide  is  by 
means  of  a  thin  film  of  albumen.  Equal  parts  of  white  of  egg  and  gly- 
cerin are  thoroughly  stirred  together,  filtered  through  paper,  and  a 
small  amount  of  carbolic  acid  is  added  to  prevent  the  growth  of  micro- 
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organisms.  A  very  small  drop  of  this  albumen  mixture  is  placed  on  one 
end  of  the  slide,  and  with  the  ball  of  the  finger  or  a  fold  of  cloth,  it  is 
spread  over  the  rest  of  the  slide  in  as  thin  a  film  as  possible.  While  this 
scarcely  perceptible  film  of  albumen  fixative  is  still  moist,  the  paraffin 
sections  or  the  ribbons  of  serial  sections  divided  into  proper  lengths,  are 
laid  upon  the  film  and  gently  tapped  down  flat  with  a  small  camel's-hair 
brush  or  the  finger-tip.  * 

The  slide  with  the  attached  paraffin  sections  is  now  heated  over  a 
flame,  warmed  just  sufficiently  to  begin  to  melt  the  paraffin ;  this  is  a  very 
delicate  point  in  the  operation.  Just  enough  heat  must  be  used  to  melt 
the  paraffin  and  no  more.  If  the  slide  be  heated  beyond  this  point,  the 
sectious  may  be  shrunken  or  completely  ruined.  While  the  slide  is  still 
warm,  it  is  plunged  into  a  jar  of  xylol,  oscillated  to  and  fro  a  few  sec- 
onds, then  placed  in  a  jar  of  absolute  alcohol,  then  passed  through  a 
series  of  jars  containing  different  strengths  of  alcohol — ninety -five  per 
cent,  seventy  per  cent,  fifty  per  cent,  and  thirty  per  cent,  remaining  a 
few  minute  in  each,  and  finally  into  water.  Now  the  sections  upon  the 
slide  may  be  stained  in  whatever  way  desired,  carried  up  through  the 
graded  alcohols  to  absolute  alcohol,  then  cleared  in  xylol  or  other  clear- 
ing media,  and  mounted  in  balsam. 

Tightly  covered  cylindrical  jars  or  wide-mouthed  bottles  are  used  for 
the  better  manipulation  of  paraffin  sections,  the  whole  slide  being 
dropped  into  a  bottle  for  staining  as  well  as  for  the  dehydration  and 
clearing. 

SECTION  CUTTING. 

This  may  be  done  in  an  emergency  by  the  free  hand  with  a  razor 
ground  flat  on  the  lower  side,  but  better  sections  can  be  obtained  by 
means  of  a  microtome,  and  practically  all  section  cutting  for  microscop- 
ical purposes  is  done  by  some  form  of  this  instrument.  One  of  the 
most  useful  of  these*  is  Thoma's.  The  Schanze  microtome  is  also  well 
adapted  for  general  work,  jus  are  some  of  the  American  instruments 
made  on  the  same  plan.  For  cutting  sections  of  tissues  eml>edded  in 
paraffin,  and  especially  for  serial  sections,  the  Minot  microtome  of  the 
improved  form — the  Blake-Minot  microtome  can,  in  skilled  hands,  cut 
sections  1  /*  in  thickness — is  excellent. 

1  Not  infrequently  very  thin  Paraffin  sections  curl  or  become  corrugated  as  they 
leave  the  kuife.  so  that  it  is  difficult  to  place  them  flat  upon  the  fixative  film.  Should 
this  occur,  a  few  drops  of  water  may  Im?  spread  out  in  a  thin  layer  over  the  albumen 
film  while  it  is  still  moist  on  the  slide,  and  the  whole  slide,  with  the  layer  of  water  upon 
its  surface,  is  very  gently  heated  over  the  flame — just  sufficiently  to  soften  but  not  to 
melt  the  paraffin.  If  the  sections  are  then  floated  on  the  warm  layer  of  water,  they  will 
uncurl  and  flatten  out.  The  water  is  then  drained  off,  when  the  flattened  sections  will 
lie  flat  upon  the  fixative  film  and  remain  fastened  there.  All  traces  of  the  water  are 
now  allowed  to  evaporate  in  the  air;  or,  the  evaporation  of  the  water  may  be  hastened 
by  exposure  to  a  temperature  four  or  five  degrees  below  the  melting-point  of  the 
paraffin. 
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Methods  of  Staining. 

Sections  of  hardened  tissues  may  be  stained  for  microscopical  study 
in  a  variety  of  ways,  but  for  routine  work  the  double  staining  with 
hematoxylin  and  eosin  is  most  generally  useful,  and  is  applicable  to 
nearly  all  cases. 

H.^matoxylin  solution  (Delafield's)  is  prepared  as  follows:  To  100 
c.c.  of  saturated  solution  of  ammonia  alum  add  1  gram  of  hematoxylin 
crystals  dissolved  in  6  c.c.  of  ninety-five-per-cent  alcohol.  This  solution 
is  exposed  to  the  light  for  a  week,  the  color  meanwhile  changing  from  a 
dirty  red  to  a  deep  bluish-purple  color.1  Then  25  c.c.  each  of  glycerin 
and  wood  naphtha  are  added.  This  mixture  is  allowed  to  stand  for  a  day 
or  two  and  is  then  filtered,  and  the  filtration  is  repeated  at  intervals  until 
a  sediment  no  longer  forms. 

The  solution  is  now  ready  for  staining,  the  best  results  being  obtained 
by  diluting  the  fluid  with  from  ten  to  twenty  times  its  bulk  of  water. 
The  sections  are  immersed  in  the  fluid,  and  allowed  to  remain  until  they 
have  acquired  a  distinct  purple  color  which  persists  after  rinsing  in 
water.  They  are  now  placed  for  a  moment  in  a  dilute  alcoholic  solution 
of  eosin,  and  then  mounted  in  glycerin  which  has  been  colored  lightly 
with  an  alcoholic  solution  of  eosin.  In  this  wav  the  nuclei  of  the  cells 
will  be  stained  of  a  purple  color,  while  the  cell  bodies,  and  to  a  certain 
extent  the  intercellular  substance,  will  l>e  colored  a  light  rose-red. 

If  specimens  are  to  be  mounted  in  Canada  balsam,  they  are  stained 
with  hematoxylin  as  before,  and  the  eosin  staining  is  done  by  tinging, 
with  a  saturated  alcoholic  solution  of  eosin,  the  alcohol  with  which  the 
final  dehydration  of  the  specimen  is  accomplished.  A  similar  result 
may  be  obtained  by  tinging  the  oil  of  cloves  or  origanum  with  which  the 
clearing  of  the  sections  is  effected. 

Iron  Ilcematoxylm  (Heidenhain's). — Sections  are  soaked  for  an  hour 
in  a  two-percent  solution  of  ammonia  sulphate  of  iron,  then  rinsed  with 
water  and  put  for  an  hour  in  a  one-half-per-cent  aqueous  solution  of 
hematoxylin  (prepared  by  heating)  ;  again  rinsed  and  put  again  in  the 
iron  solution,  in  which  the  color  gradually  fades.  The  section  must  be 
watched  during  the  process  of  the  differentiation  which  takes  place  in 
the  iron  solution,  and  when  this  is  accomplished  to  a  proper  extent  the 
section  is  thoroughly  washed  in  running  water  and  mounted  in  the  usual 
way.  This  method  is  especially  valuable  for  the  study  of  nuclear  struc- 
tures, the  color  of  these  ranging  from  blue  to  black,  depending  upon  the 
length  of  time  of  immersion  in  the  stain  and  the  grade  of  differentiation. 

By  the  use  of  this  method,  micro-organisms  may  be  stained  black,  and 
in  this  condition  are,  as  Learning  has  shown,  well  fitted  for  the  purposes 
of  photomicrography. 

1  The  time  required  for  this  "  ripening  "  of  the  solution  may  be  spared  by  the  use  of 
hfematin  in  the  place  of  hematoxylin. 
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Picro-Acid  Fuchsin  (  Van  Gieson-s  Stain). — This  double  stain,  first 
suggested  by  Van  Gieson,  especially  for  the  nerve  tissue,  has  wide  ap- 
plications in  both  normal  and  pathological  histology,  and  is  most  useful 
when  following  a  deep  lupinatoxylin  stain. 

It  colors  the  fibrillated  connective -tissue  fibres  and  the  neuroglia  in 
general  a  bright  or  garnet  red,  and  also  the  axis  cylinders  and  ganglion 
cells.  Myelin,  muscle  fibres,  and  certain  other  cells  are  stained  yellow, 
while  the  nuclei  after  the  hematoxylin  stain  are  brownish-red  in  color. 
Van  Gieson 's  stain  is  also  of  value,  although  its  limitations  in  this  par- 
ticular are  not  yet  fully  determined,  as  a  coloring-agent  for  hyalin, 
amyloid,  colloid,  and  mucin  in  the  tisues.  As  a  differential  stain  for 
fibrillated  connective-tissue  fibres  it  is  of  value  in  the  study  of  various 
tumors  and  especially  of  the  sarcomata. 

It  is  commonly  prepared  in  two  strengths,  the  stronger  for  use  espe- 
cially in  nerve-tissue  staining,  the  weaker  for  general  purposes.  The 
formula?  and  method  of  using  as  suggested  by  Freeborn1  are  as  follows: 

Piero-acid  Fuchsin. 

Stronger  mint  ion — 

Oue-per-cent  aqueous  solution  Acid  Fuchsin 15  c.c. 

Saturated  aqueous  solution  Picric  Acid  and  Water,      .         each  50  " 

Weaker  solution — 

One-percent  aqueous  Acid  Fuchsin, 5  " 

Saturated  aqueous  solution  Picric  Acid 100  ** 

The  tissues  may  be  hardened  either  in  alcohol,  or  in  Orth's  fluid,  or 
in  formalin. 

Sections  are  first  stained  deeply  with  hematoxylin,  washed  in  water, 
and  put  into  the  staining  fluid,  in  which  they  remain  for  varying  periods, 
depending  upon  the  tissue  and  the  strength  of  the  stain,  but  in  general 
from  one  to  five  minutes.  The  sections  are  now  rapidly  dehydrated  by 
alcohol,  cleared  with  oil  of  origanum,  and  mounted  in  balsam. 

Methylene  Bli'e  is  a  useful  stain  for  many  purposes.  The  tissues 
may  be  hardened  in  Zenker's  or  Orth's  fluid.  Unna's  polychrome  meth- 
ylene blue  is  made  by  adding  one  part  each  of  methylene  blue  and  po- 
tassium carbonate  to  one  hundred  parts  of  water.  This  should  stand 
for  several  weeks  lief  ore  use.  The  section  is  overstained  and  then  de- 
colorized as  follows:  Stain  for  fifteen  minutes  or  longer;  rinse  in  water, 
decolorize  in  one-half-  percent  acetic  acid  or  in  alcohol;  clear  in  xylol. 
Thionin  or  toluidin  blue  gives  similar  results.  By  the  use  of  these  stains 
the  bodies  of  plasma  cells  ( see  p.  103 )  are  colored  bluish -violet,  the  nuclei 
blue.  The  granules  of  "-mast  cells"  are  stained  red  if  the  tissue  be 
hardened  in  alcohol  or  Zenker's  fluid,  bluish  if  hardened  in  Orth's  fluid. 

1  Freeborn,  Transactions  New  York  Path.  Soc,  1893,  p.  73. 
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Methods  of  Preserving  Specimens  for  Gross  Demonstration 

and  for  Museums. 

When  specimens  of  abnormal  tissues  or  organs  are  to  be  preserved 
entire  for  exhibition  in  jars  in  a  museum,  the  superfluous  parts  are  first 
removed  and  the  requisite  dissections  made.  Then  they  are  carefully 
placed  in  the  position  and  form  which  it  is  wished  to  preserve,  by 
stuffing  with  horsehair  or  absorbent  cotton  and  by  the  use  of  thread. 
When  thus  carefully  adjusted  they  are  either  suspended  or  laid  on  a  wad 
of  absorbent  cotton  in  sixty  to  eighty-percent  alcohol,  or  in  five-per- 
cent formalin  solution.  In  this  they  usually  become  hard,  and  finally, 
after  the  removal  of  the  temporary  stuffing  and  braces,  are  trans- 
ferred for  permanent  exhibition  to  fresh,  clear  eighty-percent  alcohol, 
or  in  case  of  formalin  hardening  to  a  fresh  solution  of  the  formalin,  to 
which,  if  the  jar  is  likely  to  be  exposed  to  cold,  a  little  glycerin  is  added 
to  prevent  freezing.  This  description  applies  especially  to  such  speci- 
ments  as  have  cavities  to  distend  or  display. 

The  more  simple  specimens,  such  as  the  solid  viscera,  tumors,  etc., 
may  be  washed  and  hardened  in  sixty-per-cent  alcohol  or  in  formalin 
solution. 

In  many  cases  an  excellent  hardening  is  obtained  by  injecting  the 
preservative  fluid  through  the  blood-vessels.  The  lungs  are  well 
hardened  by  pouring  the  fluid  through  the  trachea  into  the  air  spaces. 

Firm-walled  cysts  of  various  kinds  are  well  preserved  in  a  condition 
of  distention  by  drawing  off  the  natural  contents  through  a  fine  canula 
and  refilling  with,  and  immersing  in,  formalin  solution.  Delicate  cysts, 
such  as  echinococcus  cysts,  small  embryos  in  their  membranes,  cystic 
kidneys,  etc.,  may  be  preserved  in  a  nearly  natural  condition  in 
formalin. 

The  Importance  of  Careful  Fixation  and  Preservation. 

We  would  most  urgently  commend  to  the  reader  the  importance  of 
putting  pathological  specimens  which  are  to  be  hardened  and  subse- 
quently examined  microscopically,  at  the  earliest  possible  moment  into 
the  preservative  fluids,  xchich  should  always  be  abundant.  Furthermore, 
when  specimens  are  large  it  is  very  desirable  to  cut  them  open,  so  that 
the  fluids  may  come  into  direct  contact  with  the  tissues.  It  should  be 
borne  in  mind  that  immediately  after  death  or  the  removal  of  parts  from 
the  body,  especially  in  warm  weather,  changes  commence  in  the  tissues 
and  progress  very  rapidly,  so  that  in  some  cases  a  few  hours'  or  even  a 
few  moments'  delay  will  not  only  render  subsequent  microscopial  ex- 
aminations difficult  and  unsatisfactory,  but  may  lead  to  serious  errors. 
Alcohol,  and  five-percent  formalin  are  the  most  generally  useful  agents. 
Carbolic  acid  and  glycerin  should  not  be  used,  even  for  the  temporary 
preservation  of  fresh  tissue.     They  not  only  do  not  harden  and  preserve 
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PART  II. 


GENERAL  PATHOLOGY. 


INTRODUCTION. 

The  successful  pursuit  of  pathology — the  science  which  treats  of 
disease— depends  largely  upon  the  clearness  and  accuracy  of  the  stu- 
dent's knowledge  of  normal  anatomy  and  normal  physiology. 

Leaving  aside  as  not  indispensable,  and  at  present  not  attainable,  an 
accurate  definition  of  life,  it  is  important  constantly  to  realize  that  the 
normal  living  body  is  a  complex  and  delicate  mechanism  incapable  of 
creating  new  forces  but  able,  by  means  of  its  cellular  and  molecular  or- 
ganization, to  accumulate  or  store  energy  derived  from  without,  releas- 
ing this  under  fixed  and  definite  conditions.  This  storing  of  energy  is 
possible  by  means  of  the  capacity  of  living  body-cells  to  build  up  com 
plex  molecular  combinations.  These,  owing  to  their  instability,  may  be 
readily  resolved  into  less  complex  and  more  stable  combinations  with 
the  release  of  the  stored-up  energy.  This  it  is  which  makes  possible  all 
expression  of  life. 

Many  of  the  earlier  views  concerning  life  and  death  and  health  and 
disease,  which  have  long  since  given  way  to  more  accurate  conceptions, 
still  hold  a  certain  sway  among  the  thoughtless,  perpetuated  by  tradi- 
tional forms  of  speech.  One  of  these  is  that  disease  is  an  entity,  some- 
thing foreign  to  the  body  which  may  enter  from  without,  and  with  which 
the  body  may  struggle  and  fight,  which  it  may  conquer  or  to  whose  rav- 
ages it  may  succumb.  It  will  be  wise  for  the  student  constantly  to  re- 
member that  disease  is  not  a  thing,  but  a  process.  It  is  an  abnormal 
performance  of  certain  of  the  functions  of  the  body.  This  may  or  may 
not  be  associated  with  appreciable  morphological  alterations  of  the  body 
structure.  It  is  those  agencies  and  conditions  to  which  the  body  has 
not  adapted  itself,  which,  swaying  its  normal  capacities  now  one  way  and 
now  another,  induce  the  functional  aberrations  and  structural  alterations 
by  which  disease  is  manifested. 

It  follows  from  this  that  the  functional  abnormalities  and  the  struc- 
tural alterations  which  make  up  the  signs,  symptoms,  and  lesions  of  dis- 
ease involve  the  expression  of  no  new  functional  capacities  which  the 
normal  body  does  not  possess.  These  may  be  diminished  or  exalted, 
they  may  be  perverted  or  abolished ;  or  the  cells  may  now  and  then  re- 
vert to  forms  and  to  phases  of  activity  which  the  body  has  long  since 
outgrown  or  largely  suppressed  in  its  slow  adaptation  to  conditions  of 
life  which  now  constitute  the  normal.  But  the  bodv  in  disease  manifests 
no  new  functions,  develops  no  new  forms  of  energy,  reveals  no  new  ca- 
pacities. 

Thus,  if  pathology  is  to  be  for  the  student  or  the  practitioner  any- 
thing but  a  mass  of  more  or  less  useful  facts,  he  must  learn  to  correlate 
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its  data  with  the  facts  and  laws  of  normal  morphology  and  normal  phys- 
iology. While  he  should  be  conscious  always  on  the  one  hand  of  the 
invisible  molecular  changes  which  underlie  the  manifestations  of  energy, 
and  on  the  other  will  not  ignore  the  details  of  gross  morphology,  his  at- 
tention will  be  most  constantly  drawn  to  the  cells  as  the  life  units  upon 
which  ultimately  both  the  form  and  function  of  living  things  depend. 
He  will  realize  that  as  the  cells  of  the  normal  body  are  what  they  are  in 
form  and  in  function  because  of  the  conditions  under  which  they  have 
been  slowly  evolved,  and  are  at  the  moment  placed ;  so  when  the  condi- 
tions change  and  become  abnormal,  it  is  to  the  cells  that  he  must  look 
for  an  understanding  of  the  aberrations  and  disturbances  by  which  we 
recognize  disease. 

In  normal  physiology  attention  is  most  keenly  centred  to-day  upon 
the  structure  and  performances  of  cells  as  the  field  richest  in  the  prom- 
ise of  significant  revelations.  So,  also,  in  pathology  by  similar  methods 
and  with  equal  persistence  must  the  structure  and  performances  of  cells 
under  abnormal  conditions  be  studied  if  we  are  to  hope  with  reason  for 
a  clearer  comprehension  of  disease.  This  has  long  been  recognized,  and 
to  the  conception  of  the  pathological  processes  as  essentially  cellular 
processes  are  due  the  great  advances  which  this  phase  of  biological  science 
has  made  during  the  past  few  decades.  But  the  newer  knowledge  of  the 
cell,  not  as  a  membranous  bag  nor  as  a  mere  lump  of  protoplasm  but  as 
a  complex  machine  whose  various  structural  features  are  of  the  utmost 
significance,  has  greatly  widened  the  field  of  cellular  pathology. 

Manifestations  of  heredity  which  are  displayed  in  the  body  as  a 
whole  have  long  been  known.  To-day  we  may  and  must  take  account 
of  the  marks  of  heredity  in  individual  cell  life.  Not  a  few  of  what  we 
call  the  al)erninces  of  cells  in  disease  are  but  the  expression  of  cell  traits 
and  capacities  latent  in  the  environment  which  has  become  the  usual  and 
therefore  the  normal,  but  finding  expression  as  the  sway  of  the  body- 
organisin  is  released  under  disturbances  of  its  equilibrium.  Thus  cells 
thrown  out  of  function  may  in  a  measure  revert  in  character  to  less  dif- 
ferentiated types,  and  cells  long  comparatively  quiescent  may  under 
varying  stimuli  assume  capacities  and  forms  which  they  seemed  to  have 
outgrown. 

Of  course  in  the  pursuit  of  pathological  morphology  it  is  the  dead 
body  and  dead  tissues  with  which  we  are  most  often  engaged.  But  these 
are  of  special  interest  only  as  they  reveal  structures  or  indicate  processes 
which  were  maintained  during  life.  So  that  he  who  can  most  closely 
correlate  the  knowledge  of  the  living  cells  with  his  observations  upon 
those  which  are  dead  will  gain  most  from  his  morphological  studies. 

While  the  pathology  of  to-day  is  essentially  a  cellular  pathology, 
while  it  is  illuminating  and  convenient  to  consider  the  cells  as  physio- 
logical and  structural  units,  maintaining  a  certain  independence  of  ex- 
istence and  function,  it  is  nevertheless  true  that  beyond  their  mere  jux- 
taposition in  the  body,  beyond  a  close  mutual  dependence  upon  the 
common  blood  supply  and  nerve  control,  there  is  a  subtle  and  as  yet 
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little  understood  transmission  of  physiological  impulses  from  cell  to  cell. 
Whether  this  is  by  protoplasmic  continuity  or  in  some  other  way,  we  do 
not  know.  But  it  should  not  be  left  out  of  the  account  in  some  of  the 
more  complex  and  subtle  problems  which,  in  health  as  in  disease,  the 
life  of  the  cell  and  the  life  of  the  body  present. 

When  we  study  the  so-called  causes  of  disease,  we  should  remember 
always  that  underlying  the  manifestations  of  disease,  as  well  as  sustain- 
ing the  correlated  processes  which  we  name  health,  are  the  complex  and 
ceaseless  chemical  transformations  which  in  both  health  and  disease 
alike  supply  the  energy  which  sustains  all  expression  of  life.  So  that 
what  we  are  wont  to  call  the  causes,  whether  external  or  internal,  of  dis- 
ease are  really  not  primary  causes,  but  liberating  impulses  or  excitants 
which  sway  and  modify  the  orderly  transformations  of  energy  constitut- 
ing health  with  those  manifestations  of  perturbed  function  or  altered 
structure,  or  both,  on  which  our  conceptions  of  disease  are  framed. 

Pathology,  then,  deals  with  the  disturbances  of  function  and  the  al- 
terations in  structure  in  living  beings,  induced  by  unusual  agencies  and 
conditions.  The  functional  disturbances  thus  induced  are  embraced  as 
symptoms  of  disease  in  pathological  physiology,  which  so  largely  dominates 
the  scientific  activities  of  the  physician,  and  forms  the  basis  for  the  prac- 
tice of  his  art.  The  phenomena  of  pathological  physiology  are  in  no 
sense  opposed  to  those  of  normal  physiology,  but  are  their  inevitable 
correlatives  when  the  living  body  is  placed  under  sufficiently  abnormal 
conditions.  Pathological  morphology  is  concerned  with  the  structural  al- 
terations of  the  organism  which  may  result  from  abnormal  conditions. 
Pathological  morphology  deals  with  both  the  gross  and  the  microscopic 
alterations  of  structure,  and  hence  embraces  both  pathological  anatomy 
and  pathological  histology. 

But  alterations  in  structure  are  so  closely  associated  with  disturbances 
in  function,  and  both  are  so  constantly  dependent  upon  the  inciting  fac- 
tors in  disease,  that  an  intelligent  study  of  morphology  necessitates  a 
constant  consideration  of  etiology  and  of  certain  phases  of  pathological 
physiology. 

It  is  customary  and  convenient  in  the  study  of  pathology  to  consider 
together  the  general  or  elementary  abnormal  processes  and  conditions 
and  the  etiological  factors  in  disease  without  reference  to  their  special 
manifestations  in  particular  organs  or  parts  of  the  body.  This  division 
of  the  subject  is  called  General  Pathology.  Special  Pathology  deals  with 
the  forms  and  details  of  lesions  in  individual  organs  or  parts  of  the 
body. 

The  human  body  is  so  complex  in  its  organization  that  the  student  of 
pathology,  like  the  student  of  normal  morphology  and  physiology,  is 
under  the  constant  necessity  of  seeking  light  through  the  study  of  sim- 
pler organisms.  In  our  extremely  differentiated  and  intimately  co-ordi- 
nated cells,  many  features  fundamentally  simple  are  veiled  or  modified ; 
so  that  we  can  understand  them  only  when  we  interpret  them  in  the 
light  of  less  advanced  forms. 
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Thus  it  is  that  in  the  lore  of  the  zoologist  and  the  botanist  we  may 
find  the  key  to  obscure  and  important  manifestations  of  aberrant  cell 
life.  It  is  in  truth  through  the  pursuit  of  Comparative  Pathology  that 
some  of  our  greatest  advances  in  the  conceptions  of  disease  have  been 
won,  and  in  it  lies  the  brightest  promise  for  the  future.  In  the  light  of 
embryology  many  obscure  pathological  processes  become  plain  and  many 
clews  to  fruitful  research  are  secured. 

Furthermore,  so  much  depends  upon  the  metabolism  of  the  body  in 
health  and  disease  that  it  is  to  chemistry,  both  physiological  and  patho- 
logical, that  the  scientific  physician  looks  most  eagerly  for  the  solution 
of  problems  which  each  day  Income  more  numerous  and  urgent. 

Finally,  we  are  daily  realizing  more  clearly  that  in  those  complex 
and  subtle  processes  which  we  are  wont  to  call  vital,  such  physical  fac- 
tors as  molecular  constitution,  osmosis  and  diffusion,  gravitation,  elas- 
ticity and  pressure  are  of  the  highest  significance  and  cannot  in  our 
studies  be  wisely  ignored. 


CHAPTER  I. 

CHANGES    IN    THE    CIRCULATION    OF    THE    BLOOD. 

Hyperemia  and 


There  are  several  abnormal  conditions  of  the  circulation  which  at 
death  may  either  alter  considerably  or  disappear  altogether.  Among 
the  more  important  of  these  conditions  are  hypercemia — excess  of  blood 
in  a  part;  and  anaemia — deficiency  of  blood  in  a  part.  These  and  the 
conditions  which  lead  to  them  will  not  be  described  in  detail  in  this 
book,  which  has  chiefly  to  do  with  alterations  of  the  tissue  which  persist 
and  may  be  studied  after  death.  Tissues  which  have  been  the  seat  of 
temporary,  and  sometimes  of  prolonged,  hyperaemia,  may  not  appear 
abnormal  after  death,  or  they  may  look  redder  than  normal ;  they  may 
be  (edematous,  and  more  blood  than  usual  may  flow  from  them  when 
incised.  On  microscopic  examination  the  blood-vessels  may  be  normal 
in  appearance,  or  more  or  less  distended  with  blood.  Long -continued 
hyperemia  may  lead  to  hemorrhage  and  transudation,  to  pigmentation, 
to  hyperplasia  of  tissue,  or  to  an  atrophy  of  tissue  through  pressure, 
or  even  to  death  of  tissue. 

The  paleness  which  is  characteristic  of  ancemic  tissues  may  not  be  evi- 
dent after  death.  Anaemia  may  lead  to  no  recognizable  microscopic 
changes.  On  the  other  hand,  if  long  continued  it  may  induce  atrophy 
and  fatty  degeneration,  and,  if  excessive,  may  lead  to  death  of  tissue. 

Haemorrhage  and  Transudation. 

HEMORRHAGE 

Haemorrhage  is  an  escape  of  blood  from  the  heart  or  vessels.  It  may 
occur  from  a  rupture  of  the  walls  of  the  vessels,  and  is  then  called  haem- 
orrhage by  rhejm.  The  rupture  may  be  occasioned  by  injury,  by  lesion 
of  the  walls  of  the  vessels  which  renders  them  too  weak  to  resist  the 
blood  pressure  from  within,  or  it  may  occur  from  the  blood  pressure  in 
the  thin  and  incompletely  developed  walls  of  new-formed  vessels  as  in 
granulation  tissue,  tumors,  etc. 

Under  other  conditions,  without  recognizable  changes  in  the  vessels, 
all  the  elements  of  the  blood  may  become  extravasated  by  passing, 
without  rupture,  through  their  walls.  This  is  called  haemorrhage  by 
diapedesU.  Such  haemorrhages  are  usually  small,  but  may  be  very  ex- 
tensive. They  occur  in  the  smaller  veins  and  capillaries,  the  cells  and 
fluids  of  the  blood  passing  out  through  the  cement  substance  between  the 
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alone  suffice  to  indue*  transuda- 
tion, although  it  may  favor  its  oc- 
currence. 

The  transuded  fluid,  called 
truunudate,  is  usually  transparent 
and  colorless  or  yellowish ;  it  con- 
tains tin;  same  salts  as  the  blood 
plasma,  but  less  albumin.  It  may 
contain  fat,  mucin,  urea,  biliary 
acids,  coloring-matter  of  the  bile; 
fibrinogen  is  usually  present  iu 
variable  quantity,  and,  rarely, 
(ibrin.  It  may  contain  endothe- 
lial cells  from  the  lymph  spaces, 
and  a  variable  number  of  red  and 
white  blood  cells.  The  amount,  of 
fluid  which  may  accumulate  iu  the 
tissues  varies  greatly,  depending 
upon  whether  they  are  loose  or 
dense  iu  texture.  The  fibres  and 
cells  of  loose  tissues  may  be 
crowded  widely  apart;  the  cells 
are  apt  to  be  more  granular  than 
normal,  they  may  contain  droplets 
of  fluid  or  they  may  be  atrophied. 
Transudates  occurring  iu  inflam- 
mation usually  contain  a  consid- 
erable number  of  while  blood  cells  and  more  or  less  fibrin,  and  differ  in 
this  from  the  non -inflammatory  transudations;  but  in  some  cases  there 
is  no  sharp  distinction  between  them.  The  inflammatory  transudates 
are  often  called  exudations  or  exudates. 


Thrombosis  and  Embolism. 


Thrombosis  is  a  coagulation  of  blood  in  the  heart  or  vessels  during 
life.  The  coaguliim  is  called  a  thrombin.  Thrombi  may  lie  against  the 
wall  of  the  vessel,  only  partially  filling  the  lumen,  and  are  then  called 
parietal  thrombi ;  or  they  may  entirely  fill  the  vessel,  and  arc  then  called 
occluding  thrombi  (  Fig,  X), 

The  thrombus  may  form  first  upon  the  wall,  and  by  more  or  less  con- 
tinuous deposit  of  fresh  material,  may  extend,  usually  but  not  always,  in 
the  direct  ion  of  the  blood  current,  either  as  a  parietal  or  an  occluding  or 
oltstrncltng  thrombus  along  the  vessel  or  into  connecting  channels. 

Thrombi  may  occur  as  the  result  of  an  injury  to  the  wall  of  a  vessel, 
or  may  follow  its  compression  or  dilatation ;  they  may  result  from  some 
alteration  of  the  wall  id'  the  vessel  bv  disease  or  by  the  relardaliou  of  the 
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circulation.  So  long  as  tbe  endothelial  lining  of  the  vessels  is  intact, 
simple  retardation  of  the  circulation  does  not  usually  alone  suffice  to  in- 
duce coagulation ;  but  changes  in  the  en- 
dothelium, in  a  great  variety  of  condi- 
tions, such  as  inflammation,  degeneration, 
atheroma,  calcification,  and  the  presence 
of  bacteria,1  tumors,  and  foreign  bodies, 
favor  its  occurrence,  especially  when  as- 
sociated with  changes  in  the  circulation 
or  in  the  character  and  contents  of  the 
blood.  Thrombosis  is  a  not  infrequent 
complication  of  the  infectious  diseases  as 
well  as  of  tbe  cachectic  conditions  associ- 
ated with  various  acute  aud  chronic  gen- 
eral diseases. 

Thrombi  may  be  composed  of   fibrin 
and  of  red  and  white  blood  cells,  inter- 
mingled in  about  the  same  proportion  as      »■■*-»•*■•■  °»  to  t™"™- 
iu  an  ordinary  extravascular  blood  clot  ™-^«- '*-**«*'■.«**«*' 
(Fig.  9).     These  are  called  red  thrombi, 

and  usually  occur  from  some  sudden  stoppage  of  the  circulation.  Other 
thrombi,  usually  such  as  form  while  the  blood  is  in  motion,  may  consist 
almost  entirely  of  white  blood  cells  with  a  little  fibrin,  or  of  these  inter- 
mingled with  blood  platelets,  or  they  may  consist  almost  entirely  of 
blood  platelets;  all  of  these  forms  are  called  xchite  thrombi.  Red  thrombi, 
when  decolorized  by  changes  in  the  blood  pigment,  may  somewhat  re- 
semble genuine  white  thrombi.  Mixed  thrombi  are  usually  lamellated 
(Fig.  10)  and  contain  varying  proportions  of  fibrin,  red  and  white  blood 
cells,  and  platelets. 

After  a  certain  amount  of  shrinkage  by  which  the  fluids  are  squeezed 
out  and  the  thrombus  becomes  denser  aud  drier,  the  changes  which  occur 
in  the  thrombus  may  be  either  in  the  direction  of  degeneration  or  organ- 
ization. The  leucocytes,  the  fibrin,  and  the  blood  plates  may  degener- 
ate, forming  a  granular  material  which  may  become  infiltrated  with  salts 
of  lime,  forming  the  so-called  pkleboliths,  or  vein  atones.  In  other  cases 
the  thrombi  may  soften  and  disintegrate.  This  softening  may  l>e  ample 
and  the  result  of  fatty  or  other  form  of  tissue  degeneration,  resulting  iu 
a  white  or  reddish  or  browu  grumous  mass,  which  may  resemble,  but  is 
not,  pus.  Or,  it  may  be  associated  with  bacteria  or  other  infectious  ma- 
terial with  genuine  suppuration.  In  this  "purulent "  or  "septic"  soft- 
ening of  the  thrombus  the  risk  is  great  of  a  distribution  of  the  infectious 
material  through  the  circulation.  Finally,  the  thrombus  may  be  replaced 
by  a  new  formation  of  vascular  connective  tissue,  itself  disappearing  as 
the  new  tissue  is  formed.     This  is  called  "organization  of  the  thrombus," 

1  For  ft  study  of  the  role  of  micro  organisms  in  the  fiirmtilion  of  venous  ilirombi  see 
Jakowtki.  CM.  f  Bak.,  Abth.  I..  Bd.  28,  p.  801,  1900,  Bibl.  Consult  also  Welch  on  in- 
fective thrombi,  Albutt's  "System  of  Medicine,"  vol.  vi..  p.  188. 
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but  in  reality  the  new  connective  tissue  is  produced,  not  from  the  cells 
of  the  thrombus  itself,  but  from  the  cells  of  the  walls  of  the  affected 
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trunk,  from  whose  vessels  the  new  blood-vessels  of  the  thrombus  also 
arise  (compare  page  104).     In  Ibis  way  the  vessel  may  be  completely 
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and  permanently  occluded,  or,  more  rarely,  one  or  several  channels  may 
be  established  through  the  new  connective-tissue  mass  (Fig.  11). 

Thrombi  in  veins  may  lead  to  hyperseniia  and  (edema;  in  arteries,  to 
an  anaemia  whose  significance  will  vary  greatly, 
depending  upon  the  situation  of  the  occluded 


Hyalin  Thrombi. — Under  a  variety  of  con- 
ditions, but  especially  in  local  and  general  in- 
fections and  in  intoxications,  there  is  present 
in  the  capillaries  and  in  the  small  arteries  and 
veins  a  homogeneous,  translucent,  nearly  color- 
less material,  partially  or  wholly  blocking  the 
vessels.  This  hyalin  material,  whose  origin  is 
still  in  doubt,  has  in  general  a  staining  reac- 
tion similar  to  fibrin. 

EMBOIJSM. 


Embolism  is  the  stoppage  of  a  blood-vessel 

by  the  arrest  in  its  lnmen  of  some  material  car- 
ried along  in  the  circulating  blood.     The  mass  , 

causing  the  stoppage  is  called  an  embolus  (Fig.   • 

12).     This  may  be  composed  of  a  great  variety  ] 

of  substances.     The  most  common  emboli  are  i 

detached  portions  of  thrombi,  and  these  may  ' 

have  all  the  variety  of  structure  which  thrombi 

present.  Masses  of  bacteria  or  other 
parasites,  fragments  of  the  heart  valves 
and  of  tumors,  droplets  of  fat  from  the 
medulla  of  fractured  bones  (Fig.  13), 
parenchyma  cells,*  masses  of  pigment, 
bubbles  of  air,  etc.,  may  form  emboli. 
Embolism  is,  in  a  majority  of  cases, 
confined  to  the  arteries  and  to  the 
branches  of  the  portal  vein. 

The  primary  effect  of  the  stoppage 
beu  or  tkk  lojto.  0f  au  arterial  trunk  is,  of  course,  largely 

Thto  followed  boMtTBMore.  tQ  deprive  the   regjon   0f  the  body  to 

which  its  branches  are  distributed   of  its  normal  supply  of  blood.     If 


been  detacbed  from 


a  Increased  in  leninn  by  eoagu- 
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•The  presence  of  liver -cell  emboli  in  tin;  lung  capillaries  and  in  the  heart  clots  after 
traumatic  rupture  of  the  liver,  anil  in  infectious  diseases  involving  local  necroses  of  the 
liver  has  been  described  by  various  observers.  Emboli  believed  to  be  composed  largely 
of  placental  cells  or  of  cells  from  the  bone  marrow  ure  also  described  under  various  con- 
ditions. The  facts  relating  to  this  subject  of  parenchyma-cell  emboli  and  its  alleged 
significance  may  be  found  summarized  bv  I.ub-irnr/i.  Fortscbritte  der  Medizin.  Bd.  xi.. 

gp.  805  and  845.  1898;  and  bv  jUctioff.  Virchow's  Arcliiv.  Bd.  exxxiv  ,   p.   11,   1893. 
onsult  also  Wartkin,  The  Medical  News,  September  15th,  1900,  BibL 
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the  branches  of  the  occluded  artery  form  anastomoses  with  other  arteries 
beyond  the  point  of  stoppage,  a  collateral  circulation  may  be  estab- 
lished and  the  embolus  do  no  harm.  If,  however,  the  occluded  vessel 
be  a  so-called  terminal  artery — that  is,  one  whose  branches  do  not  form 
anastomoses  with  other  arteries— the  result  of  the  embolism  is  quite 
different.  "YVheu  a  terminal  artery  is  occluded  by  an  embolus,  the  tissue 
of  the  affected  region  usually  dies,  and  there  may  be 
an  extravasation  of  blood  by  diapedesis,  leading  to  the 
formation  of  a  dark-red,  solidified  area,  called  a  hcrm- 
orrhagic  infarction.'  The  area  of  infarction  corre- 
sponds to  the  region  supplied  with  blood  by  the 
occluded  vessel,  and  is  usually  more  or  less  wedge- 
shaped  (Fig.  14). 

After  a  time  the  infarction  becomes  decolorized, 
inflammatory  changes  may  occnr  in  its  periphery,  the 
blood  and  involved  tissues  may  undergo  degeneration 
and  be  absorbed,  and,  finally  the  seat  of  the  infarction 
may  be  indicated  only  by  a  mass  of  cicatricial  tissue, 
which  frequently  contains  more  or  less  pigment. 

In  another  class  of  cases,  instead  of  an  extravasa- 
tion of  blood  in  the  affected  region,  the  tissue  is  sim- 
ply deprived  of  nourishment  and  undergoes  necrosis. 
The  affected  area  is  then  usually  light  in  color  and 
is  called  a  white  infarction.  Inflammatory  changes  may 
occur  in  its  periphery  and  a  new  connective -tissue 
capsule  form  around  it,  and  the  dead  mass  may  thus 
persist  for  some  time,  or  be  gradually  absorbed  and 
replaced  by  cicatricial  tissue.  The  scope  of  this  book  does  not  permit 
us  lo  consider  the  somewhat  complicated  and  often  obscure  reasons  why 
in  one  case  there  is  hjemorrliagic,  in  another  while  infarction,  as  a 
result  of  embolus. 

If  the  embolic  material  consists  of  or  contains  infectious  substances, 
such  as  some  forms  of  bacteria,  in  addition  to  the  mechanical  effects  of 
simple  emboli,  we  may  have  gangrene,  suppuration,  formation  of  ab- 
scesses, etc.,  as  the  result  of  the  local  action  of  the  infectious  mate- 
rial, even  (hough  this  may  be  present  in  very  small  amount. 

The  organs  in  which  embolic  infarctions  most  frequently  occur  are 
the  spleen,  kidney,  brain,  lungs;  less  frequently  the  heart,  retina,  liver, 
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and  small  intestines.  Hemorrhagic  infarctions  are  not  liable  to  occur  in 
the  liver  from  emboli  in  the  branches  of  the  portal  vein,  on  account  of 
the  blood  supply  which  may  come  to  the  affected  region  through  the 
branches  of  the  hepatic  artery.  On  the  other  hand,  embolic  abscesses 
from  infectious  emboli  are  of  not  infrequent  occurrence  here.  Hemor- 
rhagic infarctions  may  occur  exceptionally  in  regions  not  furnished  with 
terminal  arteries,  as  in  the  small  intestines. 

Cases  of  aberrant  embolism  are  recorded  in  which  venous  emboli  have 
passed  through  an  open  foramen  ovale  into  the  arterial  system. 

Ketrograde  transportation  of  venous  emboli  has  been  several  times 
recorded. 


CHAPTER  II. 

ATROPHY,   DEGENERATION,  PIGMENTATION,  AND 

NECROSIS. 

General  Considerations. 

There  are  three  phases  of  activity  in  the  transformations  of  energy 
which  are  characteristic  of  living  cells.  These  are  nutrition,  reproduc- 
tion, and  functional  activity.  But  while  these  manifestations  of  energy 
are  more  or  less  distinct  as  properties  of  living  matter,  they  are  closely 
interdependent.  It  is  the  suitable  balance  of  these  activities  fixed  by  a 
prolonged  environment  which  determines  what  we  call  health.  When 
this  balance  is  disturbed  beyond  the  limits  of  physiological  variation,  the 
alterations  which  result  may  be  manifest,  either  in  the  diminution  or  de- 
struction of  tissue,  or  in  its  increase  or  new  formation.  In  other  words, 
the  cells  of  the  body  when  placed  under  conditions  which  seriously  in- 
terfere with  the  orderly  transformations  of  energy  may  undergo  altera- 
tions from  the  normal  which  are  retrogressive  on  the  one  hand,  or  pro- 
gressive on  the  other. 

It  is  well  to  remember  that  retrogressive  as  well  as  progressive 
changes  in  the  body  are  not  limited  to  pathological  conditions  but  form 
a  part  of  the  normal  processes  through  which  growth  is  secured  and 
function  maintained.1 

We  shall  in  this  chapter  consider  the  retrogressive  processes  and  their 
effects ;  in  the  next  those  which  are  progressive. 

Atrophy. 

Atrophy  is  a  diminution  in  the  size  of  the  body,  of  organs,  or  of  tissue 
elements.  It  occurs  as  a  physiological  process  in  man  as  well  as  in  cer- 
tain of  the  lower  animals.  Thus  in  man  the  thymus  and  the  umbilical 
vessels  undergo  atrophy  at  an  early  period ;  while  in  old  age  atrophy  of 
the  sexual  organs  and  of  the  tissues  in  general  is  the  usual  mark  of  senil- 
ity.1 On  the  other  hand,  as  a  pathological  process,  atrophy  may  occur 
in  connection  with  disturbances  of  innervation  or  nutrition ;  from  disuse 
or  from  pressure ;  or  from  the  presence  of  poisons.  Although  it  is  con- 
venient to  name  these  as  phases  of  atrophy,  they  are  not  fundamentally 

1  For  a  resume  of  the  relationship  l>etween  normal  and  pathological  retrogressive 
processes  see  Minot,  Middleton  Goldsmith  Lecture  on  "The  Embryological  Basis  of 
Pathology,"  Science,  March  29th.  1901. 

*  For" a  study  of  the  changes  in  the  body  in  development  and  senility  see  the  mono- 
graph of  MtiJdmann,  Wiesbaden,  1900,  Bibl. 
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distinct.  In  simple  atrophy,  under  whatever  conditions  it  may  occur,  the 
tissue  elements  become  smaller  without  marked  alterations  in  structure, 
and  may  finally  disappear  altogether.  In  the  majority  of  cases,  how- 
ever, atrophy  of  cells  or  other  tissue  elements  is  not  simple  but  is  asso- 
ciated with,  and  often  determined  by,  various  phases  of  degeneration — 
degenerative  atrophy. 


Degeneration. 

ALBUMINOUS   DEGENERATION   (Cloudy   Swelling,   Farenohymatoue   De- 
generation, Acute  Degeneration,  Granular  Degeneration). 

Under  a  variety  of  conditions  in  which  there  is  a  disturbance  of  tis- 
sue nutrition,  but  especially  often  in  infectious  diseases  and  in  intoxica- 
tions wbeu  poisonous  substances  come  in  contact  with  the  tissues,  the 


Fig.  IS.— Albcminocs  Deoknebatcon.— Kidnit. 
Tbe  lesion  ia  moderate  In  degree  tnd  Is  most  marked  in  tne  largeBt  (ubule  tbore. 

cells  of  the  body  show  an  accumulation  in  the  cytoplasm  of  albuminous 
granules,  of  various  sizes  and  forms.  This  isa  type  of  cell  degeneration 
which  is  so  often  associated  with  infectious  diseases  and  certain  phases 
of  inflammation,  that  it  is  sometimes  regarded  as  a  part  of  the  inflam- 
matory process.  The  cells  in  this  condition  are  usually  swollen  and  are 
more  opaque  than  normal,  the  nucleus  being  somewhat  concealed  in  the 
granules  when  these  are  numerous  (Fig.  15).  The  albuminous  granules 
in  the  cells  are  soluble  in  dilute  acetic  acid  but  not  in  ether,  being  thus 
distinguished  from  fat. 

While  all  the  cells  of  the  body  are  subject  to  this  phase  of  proto- 
plasmic degeneration,  it  is  most  pronounced  and  frequent  iu  the  paren- 
chyma cells  of  the  liver  and  kidney,  in  muscle,  in  epithelial  cells  of  tbe 
mucous  membranes.  These  are,  it  will  be  seen,  cells  in  which  metabolism 
is  active  and  the  exigencies  of  nutrition  are  imperative.  The  alterations  in 
the  ganglion  cells  of  the  central  nervous  system  in  infectious  diseases  and 
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in  various  forms  of  intoxication  are  somewhat  different  from  those  oc- 
curring in  other  parenchyma  cells  and  will  be  described  in  the  section 
devoted  to  the  Brain  and  Spinal  Cord. 

Cells  in  a  condition  of  albuminous  degeneration  may  return  to  their 
normal  state,  they  may  become  fatty  or  they  may  die,  become  necrotic 
and  disintegrate. 

The  liver,  kidney,  muscle,  mucous  membranes,  etc.,  when  in  this  con- 
dition, are  often  swollen  and  in  gross  appearance  more  opaque  and  gray 
than  when  normal. 

The  exact  chemical  nature  of  this  degenerative  process  is  obscure 
and  will  doubtless  remain  so  until  we  know  much  more  than  we  now 
do  of  cell  structure  and  cell  metabolism. 

Technique. — The  microscopical  study  of  this  lesion  is  best  made  in  fresh  frozen 
sections  of  the  tissue,  by  the  rapid  formalin  method,  page  52;  or  in  fre3h  tissue  teased 
in  one-half-pcr-cent  salt  solution. 

FATTT  DEGENERATION  AND  FATTT  INFILTRATION. 

It  is  customary  and  convenient  in  considering  the  abnormal  accumu- 
lation of  fat  in  the  tissues  to  assume  that  in  one  set  of  cases — fatty  de- 
generation— the  fat  is  formed  by  a  retrograde  metamorphosis  or  degen- 
eration of  the  proteid  elements  of  protoplasm,  a  process  by  which  the 
integrity  and  capacity  of  the  cell  are  compromised;  while  in  the  other — 
fatty  infiltration — it  may  be  due  to  a  simple  accumulation  in  the  cell  of 
fat  formed  elsewhere* — a  condition  of  less  significance. 

The  validity  of  this  assumption  has  of  late  been  called  in  question. 
It  involves  in  large  measure  the  solution  of  the  physiological  problem 
whether  normally  the  fat  in  the  body  is  formed  from  proteids  or  from 
carbohydrates.  Concerning  this  many  experiments  and  much  argument 
have  l>een  made ' ;  but  it  appears  not  yet  to  l>e  solved.  The  traditional 
distinction  between  fatty  degeneration  and  fatty  infiltration  will  there- 
fore be  made  here,  with  such  modification  and  reserve  as  are  fitting  in 
view  of  our  lack  of  knowledge. 

Fatty  Degeneration. 

In  fatty  degeneration  there  is  an  accumulation  of  larger  and  smaller 
droplets  of  fat  in  the  cell,  sometimes  so  slight  as  to  l>e  scarcely  visible, 
sometimes  so  great  as  largely  to  replace  the  protoplasm,  crowding  the 
nucleus  to  one  side.  These  strongly  refractile  fat  droplets  are  not 
changed  by  dilute  acetic  acid.  They  are  soluble  in  ether,  and  when  fresh 
are  stained  black  by  osmic  acid  (Fig.  lfi).  Not  infrequently,  feathery 
el  list  el's  of  delicate  fat  crystals  are  present  in  the  cells.  Cells  in  exces- 
sive fatty  degeneration  may  disintegrate,  forming  an  oily  detritus  in 
which,  especially  when  much  moisture  is  present,  cholesterin  crystals 
may  form  by  decomposition  of  the  fat. 

1  For  a  critical  summary  of  this  question,  see  Taylor,  American  Journal  of  the  Med- 
ical Sciences,  vol.  cxvii.,  p.  569,  1899. 
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To  the  naked  eye,  organs  in  a  condition  of  marked  fatty  degeneration 
are  usually  larger  and  softer  than  normal,  have  a  grayish-yellow  color  or 
are  mottled  with  yellowish  streaks  or  patches,  and  the  normal  markings 
of  cut  surfaces  are  more  or  less  obscured. 

Patty  degeneration  may  be  associated  with  or  may  follow  albuminous 
degeneration  and  may  occur  under  similar  general  conditions.     It  may 


be  due  to  local  or  general  disturbances  of  nutrition,  from  a  great  variety 
of  causes — disturbances  which  either  directly  affect  the  life  processes  of 
the  cells  themselves,  or  which  produce  alterations  in  their  nutritive  sup- 
ply. In  addition  to  its  local  occurrence,  as  a  result  of  local  disturbances 
of  circulation  in  the  vicinity  of  inflammations  or  in  tumors,  etc.,  it  is 
apt  to  occur  in  the  liver,  heart  muscle,  and  kidney  in  chronic  exhausting 
diseases  and  in  conditions  and  diseases  to  which  profound  anremia  is  in- 
cident, or  as  the  result  of  the  action  of  certain  poisons,  such  as  phos- 
phorus and  arsenic. 

Fatty  Infiltration. 

This  is  of  common  occurrence  under  normal  as  well  as  pathological 
conditions.  The  fat  is  believed  to  originate  outside  of  the  cells,  accumu- 
lating in  them,  and  inducing  a  pass- 
ive atrophy  of  the  cytoplasm.  Cells 
in  a  condition  of  abnormal  fatty 
infiltration  are  scarcely  to  be  distin- 
guished morphologically  from  those 
involved  in  fatty  degeneration.  The 
presence  in  the  cells  of  large  or  small 
droplets  of  fat  without  marks  of  de- 
generation in  the  remaining  proto-  | 
plasm  has  been  regarded  as  distinct- 
ive of  infiltration  (Fig.  17). 

In  some  phases  of  fatty  infiltra- 
tion, as  in  the  heart  (Fig.  401)  or  the 
pancreas,  for  example,  the  fat  accu-   n< 
mutates  in  the  cells  of  the  interstitial   ,n 
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connective  tissue  in  a  manner  identical  with  that  in  which  the  normal 
panniculus  adiposus  is  formed.  The  heart  muscle  or  the  gland  cells  are, 
under  such  conditions,  affected  secondarily  through  pressure  atrophy 
i'lom  the  accumulated  fat.' 

It  should  be  remembered  that  fatty  infiltration  and  fatty  degeneration 
may  occur  simultaneously. 

Tkchnkjik. — Tissues  in  a  condition  of  fatty  degeneration  or  infiltration  may  be 
leased  fresh  in  salt  solution;  or  tliey  may  be  hardened  in  Flemming's  osruic-acid  solu- 
tion, nee  page  58.  in  preparation  for  sectioning.  Hardening  in  Ortli's  fluid  and  after- 
wan)  in  alcohol  gives  moderately  good  results  if  the  lesion  be  extensive.  But  it  should 
be  remembered  tliat  in  tissues  which  have  been  soaked  in  alcoliol  the  fat  is  no  longer 
present,  its  former  seat  lieing  indicated  by  clear  spaces  which  are  filled  witli  the  mount- 
ing medium.     The  fat  crystals,  however,  often  persist  after  prolonged  soaking  in  alcohol. 


AMYLOID   DEGENERATION  (Waxy  or  Lardaceoue  Degeneration). 

This  is  a  process  by  which  the  basement  substance  of  various  forms 
of  connective  tissue,  and  especially  the  walls  of  the  blood-vessels.  In- 
come swollen  and  thickened  by  their  conversion  into  a  translucent,  firm, 
glassy,  colorless  material,  albuminous 
in  character.     This  albuminous  ma- 
terial may  be  present  in  the  tissues  in 
such  small  amount  as  to  be  recogniz- 
able only  under  the  microscope,  or 
it  may  be  so  abundant  as  to  give  a 
very  characteristic  appearance  to  the 
tissue.     Parts  in  which  the  lesion   is 
marked  arc  usually  larger  and  contain 
less  blood  and  feel  harder  than  nor- 
mal, and  have  a  peculiar  shining  and 
translucent  apl>eanince  which  varies 
in  character,  depending  upon  the  ex- 
tent and  distribution  of  the  degener- 
ated  areas  and  upon   its  association 
with    other    lesions,    such    as    fatty 
degeneration.       It    most     frequently 
occurs   in    the   smaller   arteries    and 
capillaries  (Fig.  IK),  whose  lumen  is 
encroached  upon   by   the  thickening 
of   the  walls  which   the  process  in- 
volves.    It  is  usually  the  media  and  intermediary  layers  of  the  intiina 
which  are  curliest  and  most  extensively  affected.     The  change  also  often 
occurs  in  the  interstitial  connective  tissue  and  inembrana?  propriie  of 
organs  and  in  reticular  connective  tissue.    It  is  both  asserted  and  denied 
that  it  may  affect  the  parenchyma  cells  of  organs.     We  have  not  been 
able   to  find  unmistakable  evidence   of  its  occurrence   in   parenchyma 
1  For  a  study  of  Ibe  depusitiou  of  fat  in  cells,  see  .IrWrf.  Vircli.  Arch..  Brt.  188.  ji 
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cells.  These,  however,  frequently  undergo  atrophy  as  the  result  of 
pressure  from  the  swollen,  degenerated  tissue. 

It  is  not  yet  known  whether  amyloid  degeneration  is  due  to  a  direct 
transformation  of  the  tissue,  or  is  an  infiltration  of  the  tissue  by  some 
abnormal  material  formed  elsewhere  and  brought  to  it,  oris  derived  from 
the  blood. 

Amyloid  degeneration  occurs  most  frequently  and  abundantly  in 
the  liver,  spleen,  kidneys,  intestinal  canal,  and  lymph  nodes;  but  it  may 
occur,  usually  in  a  less  marked  degree,  in  other  parts  of  the  body :  in 
the  larger  blood-vessels,  in  the  interstitial  tissue  of  the  heart  and  mucous 
membranes  of  the  air  passages,  and  in  the  generative  organs.  It  may 
occur  locally  or  appear  in  various  parts  of  the  body  at  once.  It  most 
frequently  occurs  in  connection  with  severe  wasting  diseases,  particu- 
larly in  those  involving  chronic  suppuration  and  ulceration,  especially  of 
the  bones.  It  is  common  in  tuberculosis,  syphilis,  in  the  cachectic  con- 
dition induced  by  malignant  tumors,  and  is  occasionally  seen  in  severe 
malarial  infection,  dysentery,  and  leuksemia ' 

Technique. — For  microscopical  examination  the  tissue,  either  fresli  or  after  pres- 
ervation, should  be  cut  into  thin  sections,  and  those  deeply  stained  with  one-per-cent 
aqueous  solution  of  methyl  violet:  the  sections  arc  washed  in  water  and  mounted  In 
glycerin.  The  differentiation  between  the  amyloid  and  other  parts  is  more  distinct  If, 
after  staining,  the  specimen  be  dipped  foran  instant  in  HCI  and  alcohol  1:100.  and  then 
carefully  rinsed,  before  mounting  in  glycerin.  The  degenerated  areas  are  thus  stained 
rose-red  (Fig.  1H).  while  the  normal  tissue  elements  have  ft  bluish-violet  color.  In  some 
cases,  for  reasons  which  wc  do  not  know,  the  amyloid  substance  does  not  show  a  well- 
marked  reaction  with  methyl  violet.  For  the  de- 
tection of  amyloid  in  fresh  tissues  by  the  iodine 
reaction  see  p.  28. 

Corpora  Amylacea  are  small,  spheroidal, 
homogeneous  or  lamellated  bodies  (Fig. 
19),  which  assume  a  bluish  color  on  treat- 
ment with  solution  of  iodine  or  iodine  and 
sulphuric  acid.  They  are  frequently  found 
in  the  acini  of  the  prostate  gland,  some- 
times in  large  numbers;  in  the  ependyina 
of  the  brain  aud  cord;  also  in  extravasa- 
tions of  blood  and  in  various  other  situa- 
tions. They  may  occur  under  normal  as  well  as  pathological  conditions, 
and  are  apparently  of  little  importance.  They  seem  to  have  nothing  lo 
do  with  amyloid  degeneration,  although  they  somewhat  resemble  its 
products.  Some  of  the  tube  casts  of  the  kidney  resemble  in  many 
respects  the  corpora  amylacea." 

'An  extended  study  of  amyloid  degeneration  may  be  found  in  a  monograph  by 
Kiehmann,  Ziegler's  Beitrfige,  Bd.  13.  p.  487,  181)3. 

A  later  bibliography  with  u  summary  of  i\  [»i  imciits  on  tin-  production  of  amyloid 
degeneration  in  animals  will  be  found  in  an  article  by  ifatimoit.  Virch.  Arch.,  Bd.  cliii., 
p.  358.  1888. 

"For  a  study  of  the  relationship  of  corpora  amylacea  to  amyloid  substances.  iec 
Opiult,  Jour.  Exp.  Med.,  vol.  v.,  p.  Ill,  1900,  Bib). 
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GLYCOGEN  INFILTRATION. 

Glycogen  appears  under  abnormal  conditions  in  the  cells  as  hyalin, 
mostly  globular  masses  of  varying  size  (Fig.  20).     It  is  soluble  in  water, 

is  stained  brownish-red  by  iodine,  and 
does  not  assume  a  greenish  color  by  the 
further  addition  of  sulphuric  acid.  In 
diabetes  it  may  occur  in  large  quantities 
in  the  liver  cells  and  in  the  epithelial 
cells  of  the  uriniferous  tubules,  especially 
in  those  of  Henle's  loop  (Fig.  331)  and 
in  leucocytes.  It  may  be  found  in  fresh 
pus  cells,  in  the  cells  of  various  forms  of 
tumors,  and  in  leucocytes  in  the  blood  in 
leukaemia,  in  chronic  diseases  of  the 
gastrointestinal  tract  in  children,  and  in  various  chronic  diseases. 


Fig.  20.- Glycogen   Infiltration  —  Epi- 
thelium op  Kidney. 

The  glycogen  droplets  are  unstained. 


Technique. — If  the  tissue  to  be  examined  for  glycogen  be  fresh,  the  iodine  should 
be  used  in  solution  in  glycerin  (equal  parts  of  Lugol's  solution  and  glycerin),  in  order 
to  avoid  its  solution.  If  specimens  are  to  be  hardened,  this  should  be  done  in  absolute 
alcohol  to  avoid  the  solution  of  the  glycogen.  Sections  may  be  stained  with  picro-acid 
fuchsin  (Van  Gieson's  stain)  or  with  a  dilute  solution  of  iodine  in  alcohol  (tincture 
iodine  1  part,  absolute  alcohol  4  parts),  cleared  up  and  studied  in  oil  of  origanum. 

SEROUS   INFTLTBATION    OF   CELLS   (Hydropic   Degeneration, 

Vacuolization). 

Under  many  pathological  conditions,  cells,  especially  those  of  mucous 
membranes,  glands,  muscles,  tumors,  etc.,  contain  one  or  more  larger  or 
smaller  droplets  of  clear  fluid  (Fig.  21).     The  cell  may  thus  be  distended. 


Fio.  21.— Serous  Infiltration 
op  Epithklial  cells. 


V.M 


*** 


Fio.  22. —  Mucous  degeneration   of   Epithelial 

cells. 

From  a  cyst-adenoma  of  the  ovary. 


These  droplets  are  usually  extra- nuclear  and  may  crowd  the  nucleus  to 
one  side  of  the  cell.  The  nature  and  source  of  this  accumulated  fluid  are 
not  known.  Its  transparent  appearance  in  the  granular  protoplasm  has 
given  rise  to  the  term  "vacuole."  It  may  Ik*  associated  with  general 
tissue  osdeina,  with  inflammatory  and  degenerative  processes,  etc. 
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MUCOUS   DEGENERATION. 

Mucous  degeneration  may  occur  in  cells  or  in  intercellular  substance. 
When  occurring  in  cells  it  consists,  under  pathological  as  under  normal 
conditions,  of  the  transformation  of  the  protoplasm  into  a  translucent, 
semi-fluid  material,  occupying  more  space  than  the  unaltered  protoplasm, 
and  hence  causing  a  swelling  of  the  cells  (Fig.  22).  This  new-formed 
material  contains  mucin  in  solution,  which  is  precipitated  by  acetic  acid. 
It  occurs  under  a  variety  of  conditions,  sometimes  as  an  abnormal  in- 
crease of  a  normal  function  of  cells,  as  in  many  catarrhs,  sometimes  as 
an  entirely  abnormal  transformation.  The  cells  may  be  totally  destroyed 
by  the  accumulation  of  the  mucoid  material  within  them. 

In  certain  cases,  as  in  many  tumors,  in  cartilage,  bone,  and  other  tis- 
sues, the  intercellular  substance  may  undergo  conversion  into  mucin-con- 


F i a.  S3.— Mr cors  Deoknkhation 


taining  material,  losing  almost  entirely  its  original  structure  (Fig.  231. 
The  cells  in  such  cases  may  be  affected  only  secondarily  by  the  pressure 
which  the  new-formed  material  exerts  upon  them. 

Technique.— Tissues  should  be  hardened  in  Orlh's  fluid  or  formalin,  followed  by 
alcohol:  the  sections  are  stained  with  picro-ackt  fuchsin  or  with  hfcmatoxyl in,  which 
colors  the  mucin -containing  portions. 

COLLOID  DEGENERATION. 

This  is  very  closely  allied,  both  in  chemical  and  morphological  char- 
acters, to  mucous  degeneration,  and  in  many  cases  there  is  ao  definite 
microscopic  distinction  between  them.  But  colloid  material,  which  is 
normally  present  in  the  thyroid,  is  firmer  and  more  consistent  than  mu- 
cous, does  not  yield  a  precipitate  on  addition  of  acetic  acid  or  alcohol, 
and  its  formation  is  usually  confined  to  cells;  not  involving  intercellular 
substance,  except  by  an  atrophy  which  its  accumulation  sometimes  in- 
duces. The  cells  may  contain  larger  and  smaller  droplets  of  colloid  ma- 
teria), or  the  latter  may  nearly  or  entirely  replace  the  protoplasm  and 
accumulate  to  such  an  extent  as  to  cause  rupture  and  destruction  of  the 
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cell.  Iii  this  way,  and  by  the  atrophy  of  intercellular  substance  which 
its  accumulation  causes,  cysts  may  be  formed  containing  colloid  material 
and  cell  detritus.  Colloid  degeneration  is  of  most  frequent  occurrence  in 
the  thyroid  gland.  A  material  resembling,  if  not  identical  with,  colloid 
is  occasionally  seen  in  the  form  of  homogeneous  globules  in  the  tubules  of 
kidneys  which  are  the  seat  of  other  lesions,  in  the  hypophysis,  and  in 
various  tumors. 

Technique. — Tissues  should  be  hardened  in  formalin,  or  Orth's  fluid,  and  stained 
with  picro-aeid  fuchsin. 

HTALIN  DEGENERATION. 

This  is  the  transformation  of  tissues  into  a  transparent,  glassy  sub- 
stance, much  resembling  amyloid  in  its  morphological  characters  (Fig. 
24)  ;  but  it  does  not  give  the  micro-chemical  reactions  of  amyloid,  and 

appears  under  different  conditions. 
Hyalin  substance  is  resistant  to  the 
action  of  acids,  and  stains  readily 
with  acid  fuchsin  and  eosin.  It 
occurs  especially  in  the  walls  of  the 
smaller  blood-vessels  in  various 
parts  of  the  body,  in  voluntary 
muscle  fibres,  and  is  said  sometimes 
to  involve  interstitial  tissue.  It 
fig.  24.— hyahn  degeneration  in  THi  Walls  of  has  been   described    as   occurring 
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ries;  in  the  tubules  of  the  kidney, 
in  the  walls  of  aneurisms,  in  muscle  fibres,  in  the  lesions  of  diphtheria, 
tuberculosis,  and  syphilis,  in  the  hyaloid  membrane  and  vessels  of  the 
eye,  and  elsewhere.  It  is  believed  by  some  observers  that  fibrin,  blood 
plates,  and  leucocytes  may  undergo  hyalin  degeneration,  and  in  the  form 
of  the  so-called  hyalin  thrombi  this  substance  may  block  the  capillaries 
in  many  infectious  diseases — typhoid  fever,  pneumonia,  diphtheria,  pyie- 
mia,  etc. — and  under  a  variety  of  other  conditions.  Hyalin  degeneration 
seems  to  be,  in  some  ways,  allied  to  coagulation  necrosis,  but  its  exact 
significance  and  relations  to  other  forms  of  degeneration,  and  the  con- 
ditions of  its  occurrence,  are  not  yet  known.  There  are  probably  vari- 
ous substances  occurring  under  many  different  conditions,  which  we  now 
call  hyalin  and  whose  relationship  to  each  other  and  to  amyloid,  mucoid, 
and  colloid  material  is  little  understood.' 

Tkchxique. — Hardening  in  alcohol.  Orth's  fluid,  or  formalin.  Staining  by  pioro- 
acid  fuchsin,  or  by  hematoxylin  and  eosin. 

CALCAREOUS   INFILTRATION. 

There  is  in  this  condition  a  deposition,  either  in  cells  or  in  the  inter- 
cellular substance,  of  larger  and  smaller  granules  composed  chiefly  of 

1  Consult  for  bibliography  of  studies  on  hyalin  degeneration  Lulxirtch  and  0*terUig%$ 
"Ergebnisse  der  allg.  path.  Morphologic  und  Physiologic,"  etc.,  Jahrg.  i..  Abtb.  i., 
1895.  p.  201. 
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phosphate  and  carbonate  of  calcium.  These  particles,  when  abundant, 
give  hardness,  brittleness,  and  a  whitish  appearance  to  the  affected  tis- 
sue. Under  the  microscope  they  appear  dark  by  transmitted,  white  and 
glistening  by  reflected,  light.  Tissues  may  be  nearly  completely  per- 
meated with  salts,  or  the  latter  may  be  scattered  in  patches  through 
them.  Sometimes  large  lamellated  concretions  are  formed  in  tissues, 
usually  at  the  seat  of  some  old  inflammatory  process.  Calcification  usu- 
ally occurs  in  parts  of  tissues  which  are  dead  or  are  in  a  condition  of 
reduced  vitality  as  a  result  of  some  antecedent  abnormal  process,  as  a  rule 
of  an  inflammatory  nature.  Among  the  most  common  and  important 
examples  of  calcareous  degeneration  may  be  mentioned  those  which  occur 
in  the  valves  of  the  heart  and  walls  of  the  blood-vessels. 

Technique. — The  carbonate  of  lime  deposited  in  the  tissues  is  dissolved  by  dilute 
acids  with  evolution  of  carbonic  acid  gas.  This  process  may  be  observed  under  the 
microscope  by  running  flve-per-cent.  hydrochloric  acid  under  the  cover  glass  upon 
unstained  sections;  the  gas  bubbles  are  caught  as  they  evolve  beneath  the  cover. 

Those  parts  of  tissues  which  are  in  an  early  stage  of  calcification,  as  well  as  those 
from  which  the  lime  has  been  removed  by  acids,  are  usually  stained  an  intense  blue  by 
hematoxylin. 

Pigmentation. 

There  is  under  normal  conditions  a  certain  amount  of  pigment  in  the 
body — in  the  rete  Malpighi  of  the  skin,  in  the  eye,  in  muscle,  and  in 
fat.  This  pigment  is  elaborated  by  the  body  cells  and  may  vary  consid- 
erably in  amount. 

The  pigment  which  is  formed  under  pathological  conditions  may  be 
derived  from  the  blood — hcematogenous ;  from  the  bile — hepatogenous;  or 
it  may  be  elaborated  by  various  cells  after  the  analogy  of  the  normal 
pigment — metabolic.  Finally,  pigment  may  be  introduced  into  the  body 
from  without  by  drugs,  in  tattooing,  or  by  inhalation.  The  pigment  in 
the  body,  of  whatever  origin,  may  be  in  yellow,  brown,  black,  or  reddish 
granules,  or  in  crystalline  form.  It  is  often  deposited  in  cells,  but  may 
lie  free  in  the  intercellular  substance. 

Hematogenous  Pigmext. — Blood  pigment  may  form  by  the  decom- 
position of  haemoglobin  in  thrombi  or  in  extravasated  blood.  Under 
these  conditions,  the  haemoglobin  which  is  loosely  associated  with  the 
plasm  of  the  red  blood  cells,  readily  diffuses,  leaving  the  cells — so-called 
"blood  shadows" — pale  and  almost  invisible  and  prone  to  disintegrate. 
This  destruction  of  blood  cells  is  called  haemolysis.  Haemoglobin  in  solu- 
tion in  the  body  fluids  undergoes  various  phases  of  decomposition  which 
we  cannot  follow  in  detail  here.  One  of  the  derivatives  of  the  hiemo- 
globin  is  called  hemosiderin.  This  pigment  gives  the  micro-chemical  re- 
action for  iron,1  while  certain  further  decomposition  products,  Jucma- 

1  To  differentiate  iron-containing  pigment  in  tissues,  sections  may  be  placed  for  an 
hour  in  a  mixture  consisting  of  equal  parts  of  a  two-percent  solution  of  potassium 
ferrocyanide  and  two-per-cent  solution  of  hydrochloric  acid  diluted  with  ninety-nine 
parts  of  water.  The  iron -containing  granules  under  these  conditions  become  green  or 
bluish-green. 
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toidin,  for  example,  in  amorphous  or  crystalline  form,  do  not.  Red  blood 
corpuscles  may  be  taken  up  by  various  forms  of  phagocytes,  and  within 
these  cells  the  decomposition  of  the  haemoglobin  may  lead  to  their  pig- 
mentation. On  the  other  hand,  haemolysis  may  take  place  in  the  circu- 
lating blood  in  many  forms  of  poisoning,  in  acute  infections,  notably  in 
malaria,  in  pernicious  aiuemia,  in  various  cachexia*,  etc.  The  haemo- 
globin thus  set  free  in  the  body  fluids  may  be  eliminated  or  it  may  un- 
dergo decomposition,  and  its  derivatives  may  be  deposited  in  the  tissues 
as  pigment  granules. 

A  condition  called  hermochrvmatori*  has  been  described,  in  which  a 
brown  pigment  probably  derived  from  the  haemoglobin  of  the  blood  is 
deposited  in  various  tissues  of  the  body.  The  organs  in  this  condition 
may  appear  notably  pigmented  on  gross  examination.  The  pigment 
particles  which  are  found  in  the  epithelial  cells  of  glands,  especially  of 
the  liver  and  pancreas,  contain  iron;  while  an  iron-free  pigment  may  1k» 
present  in  the  smooth  muscle  cells  of  the  gastro- intestinal  canal  and  of 
the  blood  and  lymph  vessels,  and  in  connective- tissue  cells.  This  pig- 
mentation is  commonly  associated  with  cirrhosis  of  the  liver.  Hemo- 
chromatosis may  l>e  associated  with  diabetes  mellitus  and  cirrhosis  of  the 
liver,  together  with  pigmentation  of  the  skin — " bronze  skin."  The  con- 
ditions leading  to  luemochromatosis  are  still  obscure.' 

Hepatogenous  Pigment. — Pigmentation  of  tissues  from  the  bile 
occurs  under  various  conditions.  The  bile  may  enter  the  blood  and  tis- 
sue fluids  in  obstruction  of  the  gall  ducts  by  inflammation,  tumors,  cal- 
culi, etc.  In  the  condition  called  jaundice  or  icterus  the  tissues  are 
stained  yellowish  or  yellowish -green  by  bile  pigment.  Icterus  may  also 
occur  in  infectious  diseases  and  in  toxaemia,  under  conditions  which  lead 
to  destruction  of  red  blood  cells  within  the  vessels.  Bile  pigment  may 
be  deposited  in  the  liver  and  elsewhere  in  the  form  of  yellow  or  brown 
granules. 

Metaholic  Pigment. — Pigment  maybe  elaborated  by  various  forms 
of  cells  by  processes  apparently  somewhat  analogous  with  those  con- 
cerned in  normal  pigmentation.2  This  is  exemplified  in  melanotic 
tumors,  most  frequently  of  the  choroid  and  the  skin,  and  possibly  in  the 
bronze  skin  of  Addison's  disease. 

Pigment  whose  nature  is  not  very  clearly  defined  may  form  in  the 
smooth  muscle  tissue  of  the  gastrointestinal  walls,  in  various  cachexiae, 
in  the  heart  muscle,  in  the  so-called  " brown  atrophy, "  and,  under  certain 
conditions,  in  the  liver. 

As  examples  of  pigment  introduced  into  the  body  from  without,  we 
may  mention  the  deposition  of  minute  particles  of  silver  from  the  inter- 
nal use  of  silver  salts — argyria  :  the  coloring  of  the  skin  and  lymph 
glands  from  tattooing;  and  especially  the  pigmentation  of  the  lungs  and 

1  For  a  careful  study  of  hemochromatosis,  with  bibliography,  see  Opie,  Jour.  Exp 
Med.,  vol.  iv.,  p.  279. 

*For  a  study  of  the  nature  of  skin  pigment,  consult  AM  and  Dari*.  Journal  of 
Experimental  Medicine,  vol.  i.,  p.  861.  1896;  also  Chittenden  and  Albtv.  American 
Journal  of  Physiology,  vol.  ii..  p.  291.  1899. 
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bronchial  glands  from  the  inhalation  of  coal  and  other  dust — janeumono- 
kanioxi*  (.Fig.  25).     This  is  universally  present  under  the  conditions  of 
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indoor  life  which  modern  civilization  imposes.  Such  pigment  may  be 
brown  or  black,  and  is  usually  in  very  small  particles  within  cells  or  in 
the  intercellular  stroma. 

Necrosis. 

Necrosis  is  the  death  of  a  circumscribed  portion  of  tissue.  It  may 
be  the  result  of  insufficient  nutrition,  from  the  cutting  off  of  the  blood 
snpply;  or  it  may  depend  upon  the  action  of  destructive  chemical 
agents,  extreme  degrees  of  temperature,  certain  materials  produced  by 
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the  life  processes  of  some  forms  of  bacteria;  or  it  may  be  due  to  me- 
chanical injury.  The  general  appearance  of  dead  tissues  varies  greatly. 
In  some  cases  there  is  a  simple  and  gradual  disintegration  and  softening 
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of  the  tissue,  resulting  in  a  mass  of  degenerated  cells  and  cell  detritus, 
with  more  or  less  fluid  and  various  chemical  substances  arising  from  de- 
composition. The  softening  of  the  brain  in  embolism  is  an  example  of 
simple  necrotic  softening.  In  some  cases  the  dead  tissues  merely  grad- 
ually dry  and  shrivel  and  become  hard  and  dark  colored. 

In  another  class  of  cases  the  dead  tissues  are  permeated  by  fluids 
which  may  be  dark  red  in  color,  from  the  solution  of  coloring  matter 
from  the  blood,  and  may  contain  bacteria  which  induce  putrefaction,  with 
the  production  of  gases  and  various  new  chemical  substances.  The  t  issues 
become  swollen  and  granular,  and  disintegrate ;  and  Anally  the  whole 
may  form  a  mass  of  irregular  granules,  with  fat  droplets,  tyrosin,  leucin, 
and  various  forms  of  crystals,  shreds  of  the  more  resistant  kinds  of  tis- 
sue, and  bacteria. 

There  is  at  first  no  evident  morphological  difference  between  dead 
cells  and  living  cells.  But  very  soon  in  the  former,  secondary  changes 
occur.  The  cytoplasm  becomes  more  coarsely  granular.  The  nucleus 
stains  less  deeply  or  not  at  all  with  hematoxylin  or  other  nuclear 
dyes  (Fig.  2(>),  owing  to  the  disappearance  of  the  chromatin  which 
seems  to  dissolve  in  the  tissue  juices;  this  is  called  karyolyttis.  Some- 
times, however,  the  chromatin  only  partially  disappears,  the  remainder 
breaking  up  into  irregular,  more  or  less  deeply  staining  granules.  This 
is  culled  karyorrhexis.  Presently  the  cell  body  may  contain  fat  droplets, 
or  without  this  it  may  disintegrate. 

Gangrene. — When  death  of  a  considerable  mass  of  tissue  occurs,  and 
this  either  dries,  as  is  possible  on  the  surface  of  the  body,  or  is  associated 
with  putrefaction  in  the  tissue,  the  condition  is  called  gangrene.  The 
involved  part,  when  on  the  surface  of  the  body,  may  dry  and  become 
hard  and  brown  or  black — mummification,  or  dry  gangrene.1  On  the  other 
hand  it  may,  when  putrefactive  bacteria  are  present,  in  addition  to  its 
discoloration,  become  soft  and  infiltrated  with  foul -smelling  gases — moixt 
gangrene.  If  the  affected  part  be  comparatively  bloodless,  the  discolor- 
ation, which  is  largely  due  to  decom  posit  ion  of  the  blood  pigment,  may 

l>e  absent. 

Focal  Necrosis. — Necrosis  involving  a  small  eircumseril>ed  area  nf 
tissue,  such  as  is  frequent  in  toxaemia,  is  called  focal  necrosis,  p.  178. 

Ulceration. — Necrosis  with  erosion  involving  the  surface  of  the 
skin  or  of  the  mucous  or  serous  membranes  is  called  an  nicer.  An  ulcer 
may  l>e  necrotic  in  origin,  from  the  cutting  off  of  nutrition  in  a  circum- 
scrilKKl  area,  as  in  some  forms  of  gastric  ulcer.  This  may  be  associated 
with  reactive  inflammatory  processes  which  tend  to  promote  repair.  On 
the  other  hand,  the  process  may  be  inflammatory  in  origin,  death  of  tis- 
sue following. 

Coagulation  Necrosis.— If  dead  areas  of  tissue  (whether  this  con- 
dition be  due  to  mechanical  injury,  to  disturbances  of  nutrition,  or  to 
the  local  action  of  bacterial  or  other  poisons)  contain  the  substances 

1  For  a  studv  of  senile  gangrene  see  Falta,  Zeitschr.  f.  Heilkunde.  Bd.  xx.,  p.  398. 
1899,  Bibl. 
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necessary  for  tbe  coagulation  of  their  albuminous  constituents,  or  if  they 
be  bathed  with  body  fluids  from  adjacent  parts  in  which  the  circulation 
is  maintained,  a  characteristic  coagulation 
of  the  necrotic  elements  is  apt  to  occur. 
The  composition  of  the  cells  of  the  tissue 
is  altered,  so  that  the  cell  bodies  are  shin- 
ing and  translucent,  sometimes  altered  in 
shape;  while  the  chromatin  and  finally  the 
nuclei  of  the  cell  disappear  (Fig.  27). 
The  white  infarctions  of  the  spleen  and 
kidneys,  the  areas  of  coagulation  necrosis 
in  tuberculosis,  and  the  pellicle  in  croupous 
inflammation  of  the  mucous  membranes  are 
the  most  common  examples  of  this  lesion. 

If,  for  example,  in  the  spleen,  one  of 
the  small  arteries  is  plugged  by  an  embolus, 
a  corresponding  portion  of  the  spleen  be- 
comes anaemic  and  appears  as  a  white, 
wedge-shaped  mass,  sharply  defined  from 
the  surrounding  splenic  tissue.  If  such  a 
n.  a^pp™™™  or  u»  ch^maitn  white  i^arction  has  existed  but  a  short 
from  tbe  nuclei  la  indicated  by  uieir  (aii-  time  there  is  hardly  any  difference  between 
jntoM.Mp.cMirMrtod  i.  the  up-  ^  appearance  of  it8  anatomical  elements 
and  those  of  the  surrounding  spleen,  ex- 
cept that  they  are  differently  affected  by  staining-flulds.  If  the  infarc- 
tion is  older,  the  cells  are  small  and  shiny  and  their  nuclei  cannot  be 
seen. 

In  croupous  inflammations  of  mucous  membranes  the  epithelial  cells 
become  shiny,  the  nuclei  disappear,  and  the  shape  of  the  cells  is  changed 
by  the  coagulation  necrosis,  so  that  a 
number  of  them  together  often  look 
like  a  network  of  coagulated  fibrin. 

Cheesy  Degeneration  (Caseation). — 
As  commonly  used  this  term  embraces  9&R 
the  changes  in  the  tissues  which  we  ** 
have  just  considered  under  the  more 
appropriate  name  of  coagulation  ne- 
crosis. But  it  is  also  applied  to  that 
form  of  degeneration  in  which,  under 
a  variety  of  conditions,  the  dead  tissue  '^^W<5&  ' 

elements  lose  their   normal  structural  SV^^^Wal" 

features  and  become  converted  into  an  fi«.  &.-a*  area  or  cheesy  dmienehi- 
irregularly  granular  albuminous  and  ^"thk'lvnu1""0  '"  *  MlL1ART  t^8*"1": 
fatty  material  (Fig.  28)  which  some- 
times tends  to  disintegrate  and  soften,  sometimes  dries  and  becomes 
dense  and  firm,  or  may  become  infiltrated  with  salts  of  calcium.  Tims 
cheesy  degeneration  may,  and  very  often  does,  occur  in  tissues  which 
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arc  in  the  condition  of  coagulation  necrosis ;  but  it  also  occurs  in  tissues 
which  are  not  the  seat  of  coagulation  necrosis,  but  which,  for  a  variety 
of  reasons  and  in  a  variety  of  ways,  have  lost  their  vitality. 

The  terms  coagulation  necrosis  and  cheesy  degeneration,  as  com- 
monly used,  in  part,  actually  cover  the  same  degenerative  conditions  in 
the  tissues.  Both  are  indefinite,  and  will  no  doubt  remain  so  until  we 
gain  a  more  precise  knowledge  of  the  conditions  under  which  they  occur. 

Fat  Necrosis. — This  is  a  degenerative  process  most  frequent  near 
the  pancreas,  and  especially  associated  with  lesion  of  that  organ.  We 
refer  for  details  to  the  special  section,  page  530. 

Fragments  of  dead  tissues  in  the  living  body  are  in  part-  disposed  of 
by  leucocytes  or  other  mesoblastic  cells  which  are  attracted  to  them,  and 
may  cause  their  solution  by  a  ferment  substance  which  they  set  free,  or 
by  the  incorporation  of  particles  of  the  dead  tissue  into  their  bodies. 
Thus  through  chemotaxis  and  phagocytosis  (see  pages  111  and  115) 
considerable  masses  of  necrotic  tissue  may  be  finally  disposed  of  (see 
Fig.  44). 


CHAPTER  III. 

HYPERTROPHY,  HYPERPLASIA,  METAPLASIA, 

REGENERATION. 

Hypertrophy  and  Hyperplasia. 

Under  a  variety  of  conditions,  parts  of  the  body  or  organs  become 
larger  than  normal.  The  structural  change  to  which  this  enlargement  is 
due,  may  be  a  simple  increase  in  size  of  the  elementary  structures  of  the 
part-cells,  and  other  tissue  elements.  This  is  called  simple  hypertrophy. 
It  is  usually  associated  with  some  increased  functional  demand  upon  the 
cells ;  as,  for  example,  in  the  hypertrophy  of  the  heart  with  lesions  of 
the  valves,  or  in  the  hypertrophy  of  one  kidney,  which  in  case  of  dimi- 
nution or  suspension  of  function  in  the  other  assumes  the  work  of  both 
— compensatory  hypertrophy. l 

On  the  other  hand,  in  many  cases  the  increase  in  size  of  a  part  or 
organ  is  due  not  only,  or  not  at  all,  to  the  increase  in  size  of  its  elemen- 
tary structures,  but  to  an  increase  in  their  number.  This  increase  in 
number  of  the  structural  elements  of  a  tissue  or  organ  is  called  numer- 
ical hypertrophy,  or  hyperplasia.* 

Simple  hypertrophy  and  hyperplasia  are  frequently  associated. 

Metaplasia. 

The  members  of  the  connective-tissue  group — fibrous  tissue,  mucous 
and  fat  tissue,  cartilage,  bone,  etc. — are  so  closely  related  in  nature  and 
structure  that  not  infrequently  and  under  a  variety  of  conditions  one 
form  of  tissue  assumes  the  characters  of  another.  This  change  of  one 
form  of  closely  related  tissue  into  another  is  called  metaplasia. 

Thus,  by  a  gradual  change  in  the  cells  and  stroma  of  fibrous  tissue, 
this  may  be  converted  into  bone,  as  mucous  tissue  may  become  fat  tis- 
sue, and  hyalin  cartilage  become  fibrous.  Metaplasia  is  a  process  in- 
volving active  changes  on  the  part  of  the  living  cells  of  the  tissue,  and 
should  be  clearly  distinguished  from  certain  degenerative  processes,  in 
the  course  of  which  one  form  of  connective  tissue  may  assume  super- 
ficial resemblances  to  others  of  the  group,  as  in  calcareous  and  mucoid 
degeneration. 

While  metaplasia  is  most  common  among  the  members  of  the  con- 
nective-tissue group,  it  sometimes  occurs  in  other  tissues.     Thus,   for 

1  For  bibliography  of  compensatory  hypertrophy  see  reference  to  Anrhoff.  p.  106. 
•Consult  for  examples  of  hyperplasia  and  hypertrophy  the  following  sections  on 
Regeneration  and  Inflammation/ 
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example,  the  epithelium  of  the  nose,  bronchi,  urinary  passages,  cervix 
uteri,  and  gall  bladder,  may  under  a  variety  of  conditions  assume  the 
characters  of  squamous  epithelium  of  the  skin  type.1 

It  should  be  remembered  that  metaplasia  occurs  only  within  the  limits 
of  closely  related  tissues:  when  differentiation  has  advanced  so  that  such 
distinct  types  of  tissue  have  been  formed  as  connective  tissue,  epithelium, 
muscle,  nerve,  these  do  not  again  merge  through  metaplasia. 

Regeneration. 

General  Considerations. — It  is  during  the  earlier  periods  of  life  that 
the  new  formation  of  cells  in  the  body  is  most  active.  From  the  fertil- 
ization of  the  ovum  until  the  tissues  and  organs  have  assumed  the  varied 
forms  and  functions  which  the  physiological  division  of  labor  among  the 
cells  imposes,  cell  proliferation  and  cell  adaptation  to  a  changing  envi- 
ronment are  constant  and  important  features  of  individual  development. 
After  this  time,  under  normal  conditions,  new  cell  formation  is  large- 
ly limited  to  the  replacement  of  worn-out  cells  or  to  the  restitution  of 
such  cells  as  may  be  sacrificed  in  the  performance  of  their  physiological 
functions. 

The  studies  of  Bizzozero  have  shown  that,  notwithstanding  the  great  diversity  in 
the  capacity  for  physiological  regeneration  among  tissues,  they  may  be  conveniently 
grouped  into  three  classes,  as  follows:  I<Yr*t,  tissues  whose  cells  are  capable  of  multipli- 
cation throughout  the  life  of  the  individual  or  for  a  considerable  period  after  maturity, 
and  so  lead  to  a  continual  regeneration.  These  are  tissues  whose  cells  are  labile  and 
evanescent.  In  this  class  are  the  parenchyma  cells  of  those  glands  or  structures  which 
produce  formed  elements,  such  as  the  spleen,  lymph-nodes,  bone-marrow,  ovary,  testi- 
cle. Also  the  epithelium  of  the  skin  with  its  hair  follicles  and  sebaceous  glands,  and  of 
the  mucous  membranes  of  the  respiratory,  digestive,  and  genito-urinary  organs.  «Srr- 
omi,  tissues  whose  elements  increase  by  division  up  to  the  time  of  birth,  or  sometimes 
for  a  short  ix'riod  thereafter,  when  evidence  of  physiological  regeneration  ceases.  These 
are  tissues  with  permanent  cells.  In  this  class  are  the  parenchyma  cells  of  those  glands 
which  secrete  fluid  material,  such  as  the  liver,  kidney,  pancreas,  salivary  glands,  etc. 
Also  members  of  the  connective-tissue  group,  fibrous  tissue,  cartilage  and  bone,  and  the 
smooth  muscle  fibres.  Third,  striated  muscle  and  nerve  tissue.  In  these  tissues,  divi- 
sion by  mitosis  ceases  at  an  early  period  and  before  the  tissues  have  acquired  their  spe- 
cial characters.     Hen*  a  physiological  regeneration  does  not  occur. 

This  grouping  of  tissues  in  accordance  with  their  capacity  for  physiological  regen- 
eration, while  liable  to  modification  under  further  research,  affords  a  suggestive  guide 
in  our  studies  of  regeneration  under  abnormal  conditions.  For  beyond  the  regenerative 
capacity  normally  exercised  by  cells  in  response  to  the  physiological  wear  and  tear  of 
life,  they  arc  frequently  called  uj>on  to  make  good  unusual  losses,  as  the  result  of  many 
forms  of  injury. 

Regeneration  of  injured  tissues,  all  new  growths,  as  well  sus  the 
hy]M»rplasias  above  mentioned,  are  invariably  brought  about  by  prolifer- 
ation or  other  changes  in  living  cells.  Furthermore,  just  as  the  cells  of 
the  adult  organism  aiv  the  offspring  of  one  original  cell,  the  ovum,  so 
are  all  the  new  cells  which  appear  in  the  body  under  abnormal  condi- 
tions derived  from  pre-existing  cells  by  division. 

1  For  references  to  epithelial  metaplasia  we  Mtnetritv  in  Bouchard's  "  Traite  de  Path, 
gen.,"  t.  iii.,  pt.  2,  p.  784. 
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We  shall  now  briefly  summarize  the  morphological  changes  which 
cells  undergo  in  division  and  shall  then  indicate  the  degree  of  regener- 
ative capacity  which  various  forms  of  tissues  possess. 

MODES  OF  CELL  DIVISION. 

The  careful  and  minute  study  of  cells  during  the  act  of  division, 
which  has  been  recently  made,  has  revealed  many  most  curious  phe- 
nomena and  has  opened  a  new  world  of  observation  nearer  to  the  elemen- 
tary expression  of  life  than  has  seemed  possible  in  earlier  times.  It  will 
suffice  for  our  purposes  briefly  to  indicate  some  of  the  more  striking  feat- 
ures of  the  new  cell  lore. 

It  is  well  to  recall  at  the  outset  that  recent  studies  of  cells  have  shown 
that  even  in  their  simplest  forms  they  are  highly  organized,  and  that 
their  different  parts  have  special  functions  to  perform.  Thus  the  nucleus 
presides  over  the  constructive  metabolism  or  assimilative  process  of  the 
cell  and  furnishes  the  physical  basis  upon  which  the  transmission  of 
hereditary  characters  depends.  The  cytoplasm  of  the  body,  on  the  other 
hand,  is  concerned  in  those  phases  of  metabolism  which  result  in  the 
liberation  of  energy  in  movements  of  various  kinds  and  in  the  formation 
of  new  chemical  substances.  The  centrosome  also  in  certain  cells,  though 
not  apparently  in  all,  appears  to  play  an  important  part  in  the  changes 
incident  to  division. 

Two  modes  of  cell  division  are  commonly  recognized.  First,  indirect 
division  (mitosis,  or  karyokinesis) ;  second,  direct  division  (amitosis). 

Indirect  (Mitotic)  Cell  Division. 

This  is  the  most  common  mode  of  cell  division  and  is  especially  char- 
acteristic of  embryonic  cells  and  those  which  are  undergoing  active  de- 
velopment. While  it  presents  great  variations,  its  general  features  may 
be  thus  briefly  summarized: 

Among  the  earlier  changes  which  are  to  be  seen  in  a  cell  about  to 
divide  by  mitosis  are  a  condensation  and  an  increase  in  the  staining  capac- 
ity of  the  chromatin  of  the  intranuclear  network.  This  chromatin  sub- 
stance gathers  into  a  contorted  thread  or  threads,  called  the  spiremes 
(Fig.  29,  2),  within  the  nucleus,  whose  membrane  with  the  nucleolus 
gradually  disappears  so  that  the  spireme  lies  free  in  the  cytoplasm ;  and 
at  the  same  time  with,  or  preceding,  these  changes  in  the  nucleus,  there 
may  be  a  division  of  the  centrosome  wThen  this  is  present,  the  segments 
resulting  from  this  division  passing  to  opposite  parts  of  the  cell,  usually 
outside  the  limits  of  (he  nucleus.  Around  each  of  the  new  eentrosomes, 
which  stain  deeply  with  hematoxylin  or  other  nuclear  dyes,  may  be  a  clear 
zone  of  unstained  material,  or  a  series  of  line  radiating  fibrils,  or  both ; 
the  whole  forming  a  structure  called  n  polar  body  (Fig.  29,  2  and  3). 

Now  the  threads  of  the  spireme  break  across  transversely,  forming  a 
series  of  more  or  less  rod-like  bodies  called  chromosomes,  which  form  a 
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somewhat  flattened  cluster  or  wreath  between  the  polar  bodies,  lying  iu  a 
plane  at  a  right  angle  to  a  line  passing  between  the  latter.  While  this 
mass  of  chromosomes — sometimes  called  the  monaster — has  a  stellar  or 
wreath-like  appearance  when  seen  from  the  side,  it  is  more  band-like 
when  viewed  in  profile  (Fig.  29,  3  and  4). 

Between  the  polar  bodies  and  across  the  monaster  there  may  now  be 
stretched  a  hridge  or  spindle  of  delicate  fibrils  resembling  those  about  the 
centrosome  in  the  polar  bodies. 

This  fibril -spindle,  together  with  the  polar  bodies,  is  called  the  achro- 


I.  Rating  cell.  2.  Spireme  phase :  me  centrosome  ins  divided,  (be  polar  body  ia  seen  above:  i 
■  not  yet  dtappwared.  3.  Monaster  phase :  the  polar  bodies  bsve  arranged  til 
on  either  aide  of  Ihe  monaster  here  seen  from  Ibe  edge.  1.  The  monaster  seen  from  the  aide.  5  and  n. 
Waster  phase:  the  chromosome  clusters  have  separated  and  the  achromatic  Dtrure  Is  w-n  :  In  a  the  seg- 
mentation of  Ihe  cell  body  has  begun.  7.  The  completion  ol  the  nuclear  dlvlahm 
cell  body. 


viatic  figure  in  distinction  from  the  structure  formed  from  the  chromatin 
which  stains  with  nuclear  dyes,  and  is  called  the  chromatic  figure. 

The  whole  complicated  structure  composed  of  both  the  chromatic  and 
achromatic  substance  constitutes  the  mitotic  figure. 

Sow  each  chromosome  splits  lengthwise  into  exactly  equal  parts. 
These  parts  separate  into  groups  which  pass  to  the  polar  bodies  at  op- 
posite ends  of  the  spindle.  This  is  sometimes  called  the  Matter  phase  of 
mitosis  (Fig.  29,  f>  and  (J). 

Corresponding  to  the  division  of  the  chromosomes  into  equal  parts, 
the  cell  lxxly  divides,  each  part  containing  one  of  the  groups  of  daugh- 
ter chromosomes  or  diasters,  together  with  one  polar  body  and  a  part 
of  the  achromatic  spindle  (Fig.  29,  6).  Xow  a  new  nucleus  is  formed 
about  the  daughter  chromosomes  which  gradually  assume  the  characters 
of  the  resting  intranuclear  network  (Fig.  29,  7).  The  achromatic  fibrils 
disappear  from  the  new  cell,  while  the  centrosome  may  also  disappear  or 
may  take  its  place  in  the  cytoplasm  beside  the  new  nucleus. 
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There  are  countless  variations  and  details  in  the  minute  processes  of 
mitotic  cell  division  and  much  interesting  conjecture  as  to  the  meaning  of 
the  various  changes  in  mitosis,  which  the  scope  of  this  work  does  not 
permit  us  to  consider.  But  the  facts  already  at  hand  are  of  extreme  sig- 
nificance to  the  biologist  and  point  toward  large  fields  of  research  in 
pathology  when  the  normal  processes  shall  have  been  more  clearly  and 
exhaustively  determined. 

Abnormal  Phases  of  Mitosis  are  not  infrequent.  Thus  the  mitotic  fig- 
ures may  be  asymmetrical,  so  that  the  distribution  of  chromatin  sub- 
stance to  the  daughter  cells  may  be  unequal  (Fig.  30).  There  may  be 
multipolar  mitosis,  so  that  instead  of  two,  several  nuclei  may  form.  Or, 
the  new- formed  chromosome 
masses  mav  fail  to  share  in  the  v'"">.-n. 

formation  of  the  new  nuclei.  fcr      Ai( 

Such  abnormal   mitoses  are      .-•'•«& ■•••'--:€}    ^  <•;!:-    .•."\'-v/? 

frequent  in  certain  tumors,  and     \-  ^     '  ^  --.  ^  fcflfe-i--^^;"  / 

they  may  be  experimentally  in-  toW  v'  vxt^-"""^"    *y' 

duced  by  the  application  of  vari-  V       ■ ;  /  ^ - .  <  -^ "' 

ous  chemical  substances  to  living  v„  ".*.". 

fe  HG.  *J. -ABNORMAL  PHASES  OF  MITOSIS. 

Cells.      TOO  little  IS  known  about    In  botb  ^^  tne  mitosis  is  asymmetrical,  and  In  the  cell 

the  conditions  under  which  ab-  to  tne  left  tripoiar. 

normal   mitoses  occur,  and   too 

little  about  the  nature  of  the  impulse  to  cell  division  in  general,  to 

justify  to-day  far-reaching  conclusions  as  to  the  significance  of  these 

interesting  abnormalities  in  the  life  of  the  cell. 

The  Significance  of  Mitosis. — The  term  mitoxi*  or  karyomitosis  is  applied 
to  tlrs  indirect  mode  of  cell  division,  on  account  of  the  involvement  of 
the  nuclear  threads.  It  is  also  sometimes  designated  as  karyokinesis,  from 
the  form  changes  which  these  threads  undergo.  Aside  from  its  intrinsic 
biological  interest,  a  knowledge  of  mitosis  in  prolife rating-cells  is  of  im- 
portance in  pathology,  because  the  recognition  of  mitotic  figures  often 
enables  us  to  decide  with  certainty  what  particular  cells  or  cell  groups 
are  involved  in  the  formation  of  new  tissue.  The  most  significant  feat- 
ure, however,  of  the  whole  process  of  mitosis,  with  all  its  intricate 
variations,  appeal's  to  be  that  the  chromosomes,  during  their  separation 
into  two  or  more  clusters  to  form  the  basis  of  new  cells,  undergo  an  exact 
longitudinal  division.  So  that,  under  normal  conditions,  no  matter  how 
unequal  the  division  of  the  cytoplasm  may  be,  all  of  the  new  nuclei  share 
alike  in  the  chromatin  substance  of  the  parent  nucleus.  This  fact  ap- 
pears to  be  of  extreme  importance  in  the  recognition  of  a  physical  basis 
of  inheritance.1 

Direct  (Amitotic)  Cell  Division. 

In  this,  which  although  relatively  rare  appears  to  be  the  most  simple 
mode  of  cell  division,  without  those  preliminary  changes  in  the  nucleus 

1  See  reference  to  summary  by  Wilson,  pp.  272  and  273. 
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which  arc  seen  in  mitotic  cell  division,  the  nucleus  with  its  membrane 
becomes  constricted  and  finally  divides  into  two  or  more  parts  which  be- 
come new  nuclei.  At  the  same  time  or  following  this  simple  nuclear 
division  the  cell  body  divides,  and  thus  two  or  more  cells  may  form  in 
the  place  of  one.  Sometimes  the  nuclear  division  is  not  followed  by  a 
division  of  the  cell  body,  and  thus  multiuuclear  cells,  or  "giant  cells " 
may  Ik*  formed. 

The  signifiance  of  the  difference  between  the  amitotic  and  the  mitotic 
cell  division  is  that,  while  in  the  former  there  is  an  exactly  even  division 
of  chromatin  to  the  daughter  nuclei,  the  division  in  the  latter  is  of  the 
nuclear  mass  jus  a  whole. 

Amitotic,  as  well  as  mitotic,  division  occurs  in  leucocytes,  in  some 
forms  of  epithelium,  and  in  pathological  new  formations.  While  the  na- 
ture of  the  process  is  little  understood,  there  appears  to  be  much  reason 
for  the  belief  that,  in  general,  amitotic  division  is  u  characteristic  of  highly 
socialized  or  degenerating  cells  in  which  development  is  approaching  its 
end."1 

GENERAL    CHARACTERS    AND    LIMITATIONS    OF    CELL 

REGENERATION. 

It  should  be  borne  in  mind,  in  studying  the  regeneration  of  various 
kinds  of  cells  and  tissues,  that  the  acquirement  by  certain  cells  of  special 
functional  powei-s  its  the  result  of  the  physiological  division  of  labor  has 
involved  the  impairment  of  some  of  their  more  primitive  general  capac- 
ities, among  these  that  of  reproduction.  Thus  it  is  that  we  find  in  the 
ganglion  cells  an  almost  total  lack  of  reproductive  capacity;  while  in 
many  of  the  gland  cells  this  is  slight,  in  others  considerable.  In  some  of 
the  less  highly  differentiated  cells  of  the  body,  on  the  other  hand,  as  in 
certain  forms  of  epithelium,  in  blood  cells,  and,  in  the  cells  of  the  con- 
nective tissue,  this  primitive  capacity  of  protoplasm  to  form  new  simi- 
lar cells  by  division  is  maintained,  and  may  be  evoked  by  the  changed 
conditions  which  iiijurv  or  loss  involves. 

Although  the  occurrence  of  mitosis  is  the  mark  by  which  we  esj>e- 
cialiy  recognize  the  regenerative  process  in  cells,  it  should  be  remembered 
that  mitosis  or  some  of  its  phases  may  occur  in  cells,  without  being  fol- 
lowed by  those  further  changes  which  lead  to  new  cells  or  new  tissues.* 

We  may  also  often  recognize  new-formed  cells  and  tissues  by  differ- 
ences in  the  shape  and  character  of  the  cells  and  the  arrangement  of  the 
tissue  elements,  these  often  approaching  the  embryonic  type  in  form  as 
well  as  in  character  of  development.  Furthermore,  the  atypical  arrange- 
ment often  seen  in  new -formed  cells,  both  in  regard  to  each  other  and  in 

1  For  a  comprehensive  summary  of  facts  and  theories  concerning  the  cell,  both  in 
higher  ami  lower  forms  of  life,  consult  Wilnuu'*  masterly  work,  "The  Cell  in  Develop- 
ment and  Inheritance."  1900. 

M)ne  is  often  disappointed  in  seeking,  for  mitotic  figures  to  find  so  few  of  them  even 
in  rapidly  growing  tissues  This  is  due  to  the  fact  that  cell  division  even  when  active 
is  not  continuous,  and  periods  of  rest  mav  follow  the  act  of  division.  See  Thoma** 
-Text  book  of  General  Pathology/'  English  Tr..  vol.  i.,  p.  481. 
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their  association  with  older  tissues,  may  aid  in  the  identification  of  the 
formative  process. 

Individual  cells  may,  even  after  having  undergone  marked  structural 
changes  —  as,  for  example,  in  albuminous  degeneration  —  or  after  a 
certain  degree  of  physical  injury,  be  restored  to  a  normal  condition. 

After  destructive  injury  or  loss  a  full  and  complete  replacement  of 
cells  and  tissues  can  occur  only  as  the  result  of  a  proliferation  of  cells  of 
the  same  type  as  those  to  be  restored.  Thus  a  regeneration  of  epithe- 
lium occurs  by  proliferation  and  growth  of  epithelial  cells  alone;  regen- 
eration of  muscle  by  muscle  cells,  etc.  In  fact,  however,  in  the  higher 
types  of  tissue,  after  considerable  injuries  with  loss  of  substance  or  after 
destructive  pathological  processes,  complete  regeneration  is  not  common. 
This,  as  we  have  seen,  is  because  the  highly  specialized  cells  of  the  body 
are  limited  in  their  capacity  for  reproduction  closely  to  the  domain  of 
physiological  regeneration.  What  we  ordinarily  call  healing  in  extensive 
wounds  of  the  more  highly  specialized  tissues  is  usually  a  provisional 
makeshift  repair  by  means  of  uew- formed  connective  tissue. 

We  have  seen  that  the  regenerative  capacity  in  the  cells  of  the  human 
body  is  most  marked  in  the  less  highly  differentiated  types  of  cells,  and 
that  it  is  above  all  the  connective  tissue,  blood-vessels,  and  epithelium 
which  most  frequently  and  most  completely  undergo  regeneration. 
These  are  relatively  lowly  organized  tissues  and  serve  for  the  mainte- 
nance or  protection  of  more  highly  specialized  tissues,  and  with  them 
regeneration  may  be  complete  with  full  restoration  of  function.  But 
although  the  more  highly  organized  tissues  in  man  do  not  undergo  after 
injury  any  considerable  regeneration,  they  are,  when  uninjured,  capable, 
under  the  stimulus  of  increased  functional  exercise,  of  compensatory 
hy]>ertrophy,  so  that  the  loss  to  the  organism  of  similar  tissue  may  be 
made  good.  A  common  example  of  this  is  the  structural  hypertrophy 
and  increased  performance  of  one  kidney  after  the  removal  of  the  other. 

The  capacity  to  regenerate  lost  or  injured  parts  exists  to  a  certain 
extent  in  all  animals  but  is  most  marked  among  the  lower  forms.  Thus 
if  an  amoeba  be  cut  in  two  so  as  to  leave  one  part  with  the  intact  nucleus, 
this  part  lives  and  the  one-celled  organism  is  completely  restored.  The 
fresh-water  hydra,  composed  of  many  cells,  may  reproduce  a  large  por- 
tion of  the  organism  from  a  small  severed  fragment.  The  common  earth- 
worm can  reproduce  a  severed  head  or  tail.  Crabs  reproduce  a  whole  leg 
if  the  severance  takes  place  at  a  particular  joint.  Salamanders,  snails, 
etc.,  can  reproduce  leg  and  tail.  Is  is  further  noteworthy  in  this  con- 
nection that  the  larva?  of  many  lower  forms,  such  as  reptiles  and  insects, 
have  a  much  greater  capacity  for  the  reproduction  of  lost  parts  than  the 
same  species  have  when  in  the  adult  condition. 

REGENERATION  OF  SPECIAL  TISSUES. 

Regeneration  of  the  Nerve  Tissue. — In  the  nervous  system  we  find  no 
evidence  that  the  ganglion  cells  are  capable  of  reproduction.  Some  phases 
of  mitosis  are  occasionally  found  in  them,  although  they  do  not  appear 
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to  lead  to  proliferation.  But  if  the  essential  parts  of  the  ganglion  cells, 
including  the  nuclei,  be  intact,  a  restoration  may  occur  of  their  central 
as  well  as  their  peripheral  branches.  The  fibrous  and  the  neuroglia  tis- 
sue of  the  central  nervous  system,  on  the  other  hand,  may  increase,  and  in 
this  way,  even  with  considerable  loss  of  substance,  injuries  to  the  brain 
and  cord  may  undergo  a  sort  of  patchwork  repair. 

In  the  peripheral  nerves  a  considerable  regeneration  of  fibres  may 
take  place  after  injury,  when  the  corresponding  ganglion  cells  are  intact. 
This  restoration  may  be  effected  in  part  by  fibrous  tissue  which  bridges 
the  damaged  region  and  affords  guides  or  channels  along  which  the  axis 
cylinders  may  grow  out  from  the  uninjured  central  segments,  finding 
their  way  to  their  endings,  as  in  embryonic  development  they  stretch 
into  the  tissues  far  from  the  ganglion  cells  in  which  they  originate.  The 
restitution  is  possible  here  because  the  centre  of  nutrition  and  at  least  a 
limited  reparative  control  in  the  ganglion  cell  are  intact. 

Further  details  sis  to  degenerations  and  regenerations  of  nerves  and 
nerve  tracts  may  be  found  in  the  chapter  devoted  to  The  Nervous 
System. 

Regeneration  of  Muscle  Tissue. — Regeneration  of  smooth-muscle  tissue 
after  injury  is  slight.  Mitosis  may  occur  in  the  cells  and  preliminary 
phases  of  division  of  the  body  have  been  described,  but  it  is  doubtful 
whether,  except  possibly  to  a  very  slight  extent,  new  cells  are  formed. 
Such  healing  jis  occurs  after  wounds  and  other  injuries  is  largely  effected 
bv  new- formed  fibrous  tissue. 

A  partial  regeneration  of  striated  muscle  occurs  after  various  form  of 
damage  and  losses  of  substance.  There  may  be  division  by  mitosis  in 
the  sarcolemma  nuclei  (Fig.  31)  associated  with  the  accumulation  near 
them  of  granular  protoplasm,  which  Incomes  striated,  either  in  situ  or 
as  independent  cells.  At  the  injured  end  of  the  muscle  fibre  a  similar 
process  may  occur,  so  that  these  damaged  fibres  may  be  in  part  restored. 


Fig.  31.    Rk<;knkratio\  of  Striated  Musclk  after  Injury. 

The  nuclei  of  the  sarcolemma  have  proliferated  and  are  surrounded  by  a  small  amount  of  non-tstriated  pro- 
toplasm. 

If  as  the  result  of  the  injury  some  of  the  nucleated  protoplasm  escapes 
from  the  sarcolemma,  a  similar  development  of  striated  cells  and  cell 
masses  may  occur. 

It  is  especially  in  certain  forms  of  degeneration  of  the  contractile 
substance,  after  typhoid  fever  for  example,  in  which  the  nuclei,  the  sar- 
colemma, and  the  general  framework  of  the  tissue  are  uninjured,  that 
regeneration  of  striated-muscle  fibres  is  most  complete.  After  injuries 
with  considerable  destruction  of  the  muscle  tissue,  regeneration  is  apt  to 
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be  irregular  and  incomplete.  While  there  is  often  much  nuclear  divi- 
sion and  often  the  formation  of  large  numbers  of  more  or  less  striated 
and  variously  shaped  cells,  these  are  apt  not  to  develop  into  useful 
muscle  fibres  and  may  disappear  by  degeneration  and  absorption  or  by 
pressure  atrophy.  Here,  as  elsewhere  in  highly  organized  tissues,  such 
restitution  as  is  possible  after  considerable  injury  is  achieved  by  fibrous 
tissue. 

It  is  interesting  to  note  that  such  regeneration  as  does  occur  in 
striated  muscle  is  not  initiated  by  the  highly  differentiated  contractile 
substance,  but  by  the  nuclei  and  small  residual  amount  of  undifferen- 
tiated protoplasm,  and  that  such  more  or  less  definitely  striated  cells  as 
are  formed,  are  in  many  respects  similar  to  certain  forms  of  developing 
muscle  cells  in  the  embryo. 

Although  mitosis  and  nuclear  division  have  been  seen  in  the  muscle 
fibres  of  the  heart  after  injury,  there  is  no  evidence  that  new  muscle  can 
be  formed.     Repair,  which  is  not  infrequent,  is  secured  by  fibrous  tissue. 

Regeneration  of  Epithelium. — Owing  to  continuous  shedding  or  to 
functional  destruction  of  epithelium  of  the  skin  and  mucous  membranes 
and  certain  of  their  adnexa,  physiological  regeneration  by  mitosis  is 
common. 

-    J&QBA 

Fig.  32.  -hegekkrattov  or  Epithelium. 

ib  right  tbe  tbla  pellicle  of  new  funned 


After  injuries  also  regeneration  of  epithelium  in  these  situations  oc- 
curs by  mitosis  and  maybe  extensive  and  complete.  The  new  epithelium 
always  forms  from  the  old,  and,  when  surface  losses  are  to  be  made  good, 
extends  inward  from  the  edges  across  the  injured  area  after  a  suitable 
substratum  has  been  formed  by  fibrous  tissue  and  blood-vessels  (Fig.  32). 
The  new  epithelium  is  at  first  atypical  in  form  and  arrangement  owing 
to  the  necessity  for  a  gradual  adaptation  to  the  sustaining  and  associated 
tissues.  Thus  the  epithelium,  which  at  first  presses  forward  over  a  heal- 
ing wound  of  the  skin,  may  be  in  the  form  of  a  single  layer  or  a  thin 
smooth  pellicle  without  the  usual  variations  in  size  and  sbape  by  which 
it  is  later  characterized  when  the  papilhe  of  Ihe  new  cutis  are  formed, 
and  the  new  cells  have  adjusted  themselves  to  these  and  to  each  other.' 

In  stratified  epithelium  it  is  the  deeper  layers  from  which  the  new 

jus  membranes  see  Cornil  and  Curiiot, 
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cells  chiefly  arise.  While  amitotic  division  has  been  observed  in  the 
restitution  of  surface  epithelium,  this  occurs  in  the  more  superficial  cells 
and  is  believed  not  to  be  concerned  in  the  regenerative  process. 

Regeneration  of  gland  epithelium  after  injury  is  of  frequent  occur- 
rence, though  this  capacity  varies  considerably  in  different  glands.  In 
many  cases  it  appears  to  be  by  a  proliferation  of  the  epithelium  lining 
the  smaller  excretory  ducts  that  the  restitution  is  accomplished,  rather 
than  by  the  more  highly  differentiated  secreting  cells.  This  is  of  es]>e- 
cial  interest  because  it  affords  an  excellent  example  of  the  rehearsing  under 
abnormal  conditions  and  for  reparative  ends  of  a  developmental  phase 
of  cell  life. 

In  the  liver  very  extensive  new  formation  of  liver  cells  may  occur 
after  experimental  removal  of  a  portion  of  the  organ.  In  the  thyroid 
gland  also  new  gland  tissue  may  be  formed  after  injury.  In  the  kid- 
ney the  regenerative  capacity  of  the  epithelium  ap]>ears  to  be  less 
marked,  though  proliferation  of  the  epithelium  of  the  collecting  tut>es 
may  take  place.  But  in  all  these  cases  it  is  often  difficult  to  determine 
how  much  of  the  increase  in  parenchyma,  which  undoubtedly  may  occur, 
is  due  to  a  formation  of  new  gland  tissue  and  how  much  to  a  compensa- 
tory hypertrophy  of  the  old. 

While,  therefore,  it  is  true  that  after  injuries  to  the  glands  a  consider- 
able regeneration  of  epithelium  may  occur,  when  the  loss  of  substance 
is  extensive  it  is  usually  rather  by  a  fibrous-tissue  repair  or  by  a  com- 
pensatory hy]>ertrophy  or  hyperplasia  in  the  uninjured  portions  of  the 
organ  than  by  the  new  formation  of  true  gland  tissue  that  restitution 
occurs. 

Regeneration  of  Connective  Tissue. — We  have  seen  again  and  again  in 
reviewing  pathological  regeneration  that,  in  local  restoration  after  in- 
jury, fibrous  tissue  plays  an  important  part,  either  by  itself  or  in  asso- 
ciation with  various  forms  of  parenchyma.  New  fibrous  tissue  may  be 
formed  in  the  adult  to  replace  tissue  which  has  been  destroyed.  It  re- 
sults from  many  kinds  of  prolonged  chemical  and  mechanical  irritants. 
Thus  atrophy  of  the  parenchyma  may  Ik*  followed  by  interstitial  fibrous- 
tissue  growth,  or  new  fibrous  tissue  may  develop  under  the  influence  of 
bacterial  and  other  toxic  substances,  and  it  frequently  forms  dense  cap- 
sules about  the  seat  of  old  lesions  or  around  foreign  bodies. 

Many  forms  of  compensatory  fibrous-tissue  development  will  be  de- 
wrilHMl  in  the  second  section  of  this  book,  such  as  thickening  of  the 
walls  of  blood-vessels,  inflammatory  adhesions,  replacement  hyperplasia, 
etc. 

We  have  now  to  consider  briefly  the  changes  involved  in  the  new 
formation  of  this  fibrous  tissue.  Here,  as  in  all  other  tissues  of  the  body, 
it  is  the  cells  alone  which  take  the  initiative,  the  formation  of  intercel- 
lular substance  being  always  secondary  to  the  formation  of  the  cells  and 
always  occurring  under  their  influence. 

New  connective -tissue  cells  mav  l>e  formed  bv  mitosis,  either  from 
older  connective-tissue  cells,  or,  as  now  seems  certain,  from  the  endothe- 
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Hum  of  the  blood-vessels  and  possibly  from  the  so-called  "  plasma  cells."  ' 
In  either  case  the  cell  about  to  divide  shows  an  increase  in  the  size 
of  the  body,  which  becomes  more  granular;  the  nucleus  divides  by 
mitosis,  segmentation  of  the  cytoplasm  following.  This  process  may  be 
repeated  so  that  many  cells  are  derived  from  one,  separated  at  first  by 
a  small  amount  of  homogeneous  intercellular  substance.  These  cells, 
at  first  more  or  less  spheroidal  in  form,  may  become  larger,  and  poly- 
hedral or  elongated.  Little  by  little,  fine  fibrils  appear  between  the 
cells,  sometimes  apparently  as  extensions  of  their  cytoplasm,  sometimes 
along  their  sides  in  the  homogeneous  material  in  which  they  lie.  Such 
new  connective- tissue  cells  concerned  in  the  formation  of  fibrillar  stroma 
are  called  Jtbroblattt*  ( Fig.  33).     As  the  fibrous  stroma  increases  in  amount 
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FlO.  33.   -RKfiKNKRATlOX  OF  COXXKCTIVK  TlSSFK. 

Showing  flbroblaats  with  a  few  new-formed  intercellular  fibrils  between  them.  The  vessels  have 
thin  walls,  and  a  few  leucocytes  have  passed  through  them  into  the  tissue.  A  mitotic  figure  is  shown  in  the 
left  lower  portion. 

the  cells,  at  first  relatively  abundant,  become  elongated  and  flattened, 
until  as  the  new  tissue  approaches  maturity  the  more  or  less  dense 
fibrillar  stroma  preponderates,   pressing  the  cells  between  its  bundles 

1  Plasma  Cklls. — It  is  believed  bv  many  that  the  so-called  pl«*m<i  cell*  are  fre- 
quently and  largely  concerned  in  the  formation  of  new  fibrous  tissue.  Plasma  cells 
are  rounded  or  polyhedral  or  elongated,  depending  upon  their  situation,  and  vary  in 
size  from  that  of  a  leucocyte  to  many  times  this  size.  The  rounded  or  oval  nucleus  is 
usually  excentric  and  commonly  shows  several  irregular  groupings  of  chromatin  masses 
just  beneath  the  membrane.  The  ImhIv  of  the  plasma  cell  is  especially  characterized 
by  the  staining  of  its  protoplasm  by  basic  anilin  dyes — the  polychrome  methylene  blue 
of  Unna,  for  example.  The  staining  is  commonly  less  intense  near  the  nucleus  and  is 
otherwise  frequently  uneven. 

Such  cells  occur  normally  in  the  bone  marrow,  spleen,  lymph  nodes,  and  gastro- 
intestinal mucosa  of  man,  and  may  be  found  under  various  pathological  conditions, 
especially  in  hyperplasia  and  the  new  formation  of  fibrous  tissue.  It  is  believed  by 
many  observers  that  plasma  cells  are  direct  derivatives  of  the  small  mononuclear 
lymphocytes,  and  that  when  these  gather  in  the  tissue  by  emigration  they  may  either 
undergo  degeneration  and  destruction,  or,  on  the  other  hand,  that  they  may  l>ecome 
connective -tissue  cells  and  share  as  fibroblasts  in  the  formation  of  fibrillar  stroma.  The 
origin  and  significance  of  "  plasma  cells  "  is  not  yet  altogether  clear,  and  we  must  refer 
to  larger  works  for  further  data.  See  " Critical  Summary  of  Recent  Literature."  by 
William*,  American  Journal  of  the  Medical  Sciences,  vol.  cxix..  p.  702,  1900. 
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or  layers  into  variously  shaped  plaques,  often  fusiform  or  linear  in 
profile. 

In  the  formation  of  fibrillar  connective  tissue  from  endothelium  the 
endothelial  cells  of  thin-walled  blood-vessels  increase  in  size,  stretch 
slender  bud-like  extensions  into  the  adjacent  tissue,  where,  after  mitotic 
division,  they  assume  a  r61e  altogether  identical  with  that  of  the  ordinary 
connective -tissue  cell. 

The  formation  of  new  connective-tissue  cells  may  be  large  or  it  may 
be  limited  to  the  production  of  a  single  pair  of  cells;  the  stroma  may  be 
scanty  or  abundant,  loose  or  dense;  the  process  is  essentially  the  same, 
namely,  the  division  of  cells  by  mitosis,  and  the  formation  by  them,  or 
under  their  influence,  of  more  or  less  fibrillar  stroma.  This  process,  it 
will  l>e  seen,  is  practically  identical  with  the  formation  of  fibrous  tissue 
in  the  embryo. 

But  here,  as  elsewhere,  the  character  and  extent  of  new  tissue  pro- 
duction are  largely  influenced  by  the  environment,  and  particularly  by 
the  nutritive  supply,  so  that  the  formation  of  new  connective  tissue  in 
any  considerable  amount  is  closely  linked  to  the  development  of  blood- 
vessels. 

The  Formation  of  Blood-Vessels. — The  formation  of  blood-vessels  in 
post -embryonic  life  is  believed  always  to  start  in  a  budding  or  sprouting 
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of  the  endothelial  cells  of  pre-existing  capillaries.  The  sprouts,  directed 
outward  from  the  endothelia  of  the  capillaries,  consist  at  first  of  slender, 
conical,  or  filiform  projections  of  cytoplasmic  substance  (Fig.  34).  Now 
the  cytoplasm  of  the  cell  from  which  the  sprout  springs  may  increase  in 
amount  and  its  nuclei  divide  by  mitosis,  so  that  the  base  of  the  sprout 
may  consist  of  a  multinuclear  mass  of  cytoplasm  or  of  a  cluster  of  new- 
formed  cells.  The  sprouts  may  extend  for  a  long  distance  into  the  sur- 
rounding region,  whether  this  be  already  organized  tissue  in  which  the 
vessels  are  increasing  in  numl>er  or  unorganized  lifeless  material  like 
blood  clot,  which  is  to  l>e  replaced  by  new  living  structures.  If  a  similar 
process  l>e  in  progress  in  neighboring  vessels,  the  sprouts  may  unite  at 
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their  extremities,  forming  a  slender  solid  protoplasmic  bridge  from  ves- 
sel to  vessel.  The  sprouts  now  become  thickened  and  gradually  chan- 
nelled out  at  the  base  by  pressure  of  the  blood  in  the  vessel  from  which 
they  spring.  The  blood  enters  these  lengthening  channels,  forcing  its 
way  along  them,  forming  a  lumen  as  it  goes.  Simultaneously  with  this 
advance  of  the  lumen,  new  nuclei  are  formed  by  division  of  the  old  along 
the  sides  of  the  vessel,  and  the  new  structure  gradually  assumes  a  dis- 
tinctly cellular  and  vascular  character.  At  length  the  channel  is  com- 
plete ;  the  new  vessels  have  well-defined  endothelial  walls  and  connective- 
tissue  cells  from  without,  or  new  connective-tissue  cells  which  have  been 
formed  about  the  nuclei  of  the  protoplasmic  sprout,  range  themselves 
outside  along  the  walls.  So  the  new  vessel  takes  its  place  in  the  vascular 
system  of  the  part.  Thus,  in  a  short  time,  many  new  blood-vessels  may 
form,  furnishing  nutritive  centres  about  which  the  organization  of  tissue 
proceeds. 

In  the  new  formation  of  arteries  it  is  believed  that  the  smooth-muscle 
tissue  is  formed  by  a  growth  along  the  developing  vessel  from  a  pre-ex- 
isting artery. 

Regeneration  of  Cartilage  and  Bone. — Xew  cartilage  may  form  by  the 
proliferation,  either  of  connective-tissue  or,  to  a  slight  extent,  of  cartilage 
cells  and  the  formation  about  the  new  cells  of  the  characteristic  basement 
substance. 

The  new  formation  of  bone  under  pathological  conditions  takes  place 
by  the  development,  first,  of  fibrillar  connective  tissue  or  of  hyaline 
cartilage.  These  tissues,  especially  through  the  influence  of  periosteal 
cells,  undergo  by  metaplasia  a  gradual  conversion  into  characteristic 
bone  tissue.  This  mode  of  bone  formation  is  essentially  similar  to  that 
in  embryonic  development.     See  Fig.  393,  p.  662. 

Regeneration  of  Blood. — The  formation  of  leucocytes  appears  to  occur 
chiefly  in  the  masses  of  lymphoid  tissue  which  are  so  widely  scattered 
in  the  body  in  the  lymph  nodes,  in  the  spleen,  and  in  the  bone  marrow. 
Both  mitotic  and  amitotic  cell  division  are  to  be  observed  in  the  new 
formation  of  leucocytes,  but  the  exact  relationship  between  the  new  cells 
produced  in  these  two  ways,  and  their  respective  destinies,  is  not  yet 
very  clear.  Regeneration  of  red  blood  celh  seems  to  occur  in  the  bone 
marrow  through  mitotic  division  of  nucleated  forms.  The  latter  may, 
under  pathological  conditions,  appear  in  the  vessels  in  varying  numbers 
(see  Part  III.,  Chapter  I.). 

THE  IMPULSE  TO  CELL  REGENERATION. 

While  we  can  thus  summarize  the  differing  capacities  of  the  body  cells 
for  regeneration,  while  we  know  many  of  the  general  conditions  under 
which  the  impulse  to  cell  proliferation  and  growth  is  manifested,  while, 
further,  we  have  learned  something  of  the  delicate  mechanism  through 
which  division  is  controlled  and  effected,  at  the  end  we  must  acknowl- 
edge that  we  do  not  know  why  cells  divide.     We  may  say  that  it  is  due 
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to  a  chemical  or  a  mechanical  stimulus,  and  it  certainly  may  be  asso- 
ciated with  both,  or  that  increased  nutrition  favors  while  innutrition 
retards  cell  multiplication ;  we  may  cite  direct  or  remote  injury,  or  talk 
of  the  inhibition  of  organic  control,  disturbed  tissue  equilibrium,  dimin- 
ished pressure,  etc.,  but  when  all  is  said  we  are  forced  to  recur  to  some 
unknown  factor  in  the  inherited  constitution  of  the  cell  which  determines 
the  measure  and  character  of  its  response  to  the  most  varied  influences. ' 

1  Consult  in  this  connection,  for  bibliography  on  the  formative  stimulus,  references 
on  the  Origin  of  Tumors,  p.  272. 

See  also,  for  summary  of  a  new  phase  of  research  and  interpretation  in  the  nature  of 
the  **  formative  stimulus**'  involved  in  artificially  induced  cell  division  and  artificial 
parthenogenesis,  Matthetr*,  Journal  of  the  Boston  Society  of  Medical  Sciences,  vol.  v.. 
p.  18,  1900,  Bibl..  and  for  a  review  of  recent  advances  in  the  knowledge  of  the  cell, 
Wil#m,  "Some  Aspects  of  Biological  Research."  The  International  Monthly,  July. 
1900.  For  general  bibliography  of  regeneration,  compensatory  hypertrophy,  etc.,  sec 
A*rhofi\  Luharsch  and  Ostertag's  Ergebnisse,  Jahrg.  v.  for  1898,  p.  22. 


CHAPTER  IV. 

INFLAMMATION. 
General  Considerations. 

The  conception  of  inflammation  was  originally  a  clinical  one  in  which 
the  process  was  marked  by  symptoms — redness,  heat,  swelling,  pain,  and 
impaired  function.  This  conception  was  gradually  enlarged  to  embrace 
the  new  formation  of  tissue  which  might  be  associated  with  or  follow 
these  symptoms,  or  which  might  be  independent  of  them.  After  the 
knowledge  of  the  importance  of  the  cell  became  general  it  was  upon  the 
formation  and  accumulation  of  cells  and  other  substances  that  attention 
was  especially  fixed.  Finally,  the  processes  and  structural  alterations 
embraced  in  the  conception  of  inflammation  became  so  varied  and  com- 
plex that  a  definition  or  even  a  characterization  seemed  not  only  difficult, 
but  wellnigh  impossible. 

It  is  only  within  the  past  decade  or  two  that  the  processes  and  lesions 
involved  in  inflammation  have  been  seriously  considered  in  the  light  of 
comparative  pathology  and  as  biological  problems  divorced  for  purposes 
of  research  from  the  dominance  of  traditional  clinical  conceptions.  In 
view  of  our  increased  knowledge  of  the  structure  of  cells,  and  of  the  im- 
pulses immediate  and  hereditary  which  determine  their  ]>erformances,  it 
seems  possible  now  to  resolve  the  complex  processes  and  lesions  embraced 
in  the  general  notions  of  inflammation  into  more  simple  factors,  and  to 
arrive,  if  not  at  an  exact  definition,  at  least  at  a  reasonable  conception  of 
the  relationship  of  its  phenomena  to  each  other,  to  those  of  normal  physi- 
ology, and  to  other  phases  of  disease. 

With  this  end  in  view  it  seems  wise  at  first  to  rehearse  jus  simply  and 
briefly  as  is  practicable  some  of  the  more  typical  of  the  phenomena  and 
lesions  which  are  commonly  grouped  under  the  term  inflammation. 

While  the  death  of  tissue  from  trauma  and  degenerative  alterations 
in  the  tissues  in  the  presence  of  various  form  of  poisons  are  often  impor- 
tant factors  in  the  inflammatory  processes,  we  shall  not  consider  them 
separately  here,  because  they  are  incidental  rather  than  inherent  and 
have  already  been  treated  in  the  section  on  degenerations  and  necrosis. 
But  it  should  be  noted  that  various  phases  of  albuminous  degeneration, 
local  or  general,  which  are  induced  by  the  poisons  of  the  pathogenic 
bacteria,  are  very  often  associated  with  inflammation,  and  not  infrequently 
modify,  or  may  even  determine,  its  occurrence. 

A  comprehensive  survey  of  the  conditions  under  which  inflammation 
most  frequently  takes  place  shows  at  once  that  it  is  almost  always  asso- 
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dated  with  some  form  of  injury.  This  may  be  direct  trauma,  or  exces- 
sive heat  or  cold.  It  may  be  poisons  of  various  kinds — from  the  cruder 
inorganic  poisons  inducing  immediate  and  grass  tissue  destruction  to  the 
subtle  toxic  substances  which  result  from  the  metabolism  of  micro-organ- 
isms or  from  the  aberrant  metabolism  or  degeneration  of  the  body  cells 
themselves. 

Let  us  now  look  at  some  of  the  ways  in  which  the  living  body  re- 
sponds to  injury,  and  first  at  an  injury  which  is  very  slight  and  simple. 

Types  of  the  Inflammatory  Reaction  of  the  Body  to  Injury. 

Injury  to  Non-Vascular  Tissue. — If  a  small  clean  cut  be  made  in  liv- 
ing fibrillar  connective  tissue,  not  involving  blood-vessels  and  affecting 
only  the  cells  and  fibres  in  the  vicinity  of  the  incision,  and  if  the  sides 
of  the  wound  be  immediately  placed  and  held  together,  the  resulting 
changes  which  lead  to  the  complete  restitution  of  the  part  are  compar- 
atively simple.  A  small  quantity  of  fluid  which  oozes  from  the  tissue 
spaces  sticks  the  sides  of  the  cut  together.  Such  connective-tissue  cells 
as  have  l>een  seriously  injured,  especially  if  the  nuclei  have  suffered,  die 
and  disintegrate.  But  cells  whose  nuclei  have  remained  intact,  whether 
directly  upon  the  incision  or  in  its  immediate  vicinity,  Income  larger  and 
more  granular,  may  divide  by  mitosis,  extend  their  bodies  or  processes 
across  the  plane  of  incision,  bridging  this  at  intervals  with  living  proto- 
plasm. Under  the  influence  of  these  cells,  new  intercellular  fibres  are 
formed,  which  in  a  short  time  bind  the  sides  of  the  wound  firmly  together. 
Thus  with  but  the  slightest  amount  of  tissue  destruction,  and  with  no  in- 
volvement of  the  blood-vessels,  a  simple  mechanical  injury  may  be  made 
good.  This  form  of  reaction  to  injury  of  living  tissue  is  known  to  the 
surgeons  as  healing  by  first  intention.  The  mode  of  healing  does  not  essen- 
tially differ  if  there  be  a  slight  injury  to  the  blood-vessels. 

Injury  to  Vascular  Tissue. — Let  us  now  look  at  the  effect  on  a  vascular 
tissue  of  an  injury  not  immediately  destructive.  For  this  purpose  the 
mesentery  or  the  bladder  of  a  curarized  frog,  drawn  out  upon  a  suitable 
plate  upon  the  stage  of  the  microscope  and  kept  moist  by  irrigation  with 
three- fon rths-pei  -cent  salt  solution,  affords  a  succession  of  most  instruc- 
tive pictures.  The  mechanical  disturbance  of  the  organs  exposed,  desic- 
cation, and  a  variety  of  other  physical  and  chemical  vicissitudes  to 
which  they  are  subjected  are  sufficiently  damaging  to  incite  a  complex 
train  of  responses  on  the  part  of  the  living  tissues. 

In  studying  the  circulation  of  the  blood  in  small  vessels  under  the 
microseo]>e  it  should  l>e  remembered  that,  while  the  walls  of  these  ves- 
sels are  made  up  of  living  tissue  and  are  capable  of  responses  by  move- 
ment or  by  structural  change  to  external  agencies,  whether  applied  direct- 
ly or  through  the  nerves,  they  are  also  elastic  pipes  through  which  fluid 
flows,  and  that  both  pipes  and  fluid  are  subject  to  the  laws  of  mechanics. 
These  mechanical  laws  are  often  modified  in  expression,  it  is  true,  by  the 
subtle  energies  which  living  tissues  wield,  but,  as  Thoma  more  than  any 
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other  has  shown,  they  are  not  to  be  ignored  by  the  serious  student  of  the 
living  body,  either  in  health  or  disease. 

In  the  bladder  or  mesentery  of  the  frog  the  arteries  and  veins  with 
their  connecting  system  of  capillaries  are  clearly  seen.  When  the  cur- 
rent is  rapid  the  cells  of  the  blood  in  the  arteries  and  veins  are  gathered 
into  a  red  axial  mass  in  which  the  separate  cells  may  not  be  distinguish- 
able, owing  to  their  crowding  and  the  rapid  flow.  Outside  of  this,  against 
the  walls,  is  a  clear  marginal  zone  in  which  a  leucocyte  is  occasionally 
visible.  If  for  any  reason  the  rate  of  flow  be  considerably  diminished, 
the  leucocytes,  which  are  specifically  lighter  than  the  red  cells,  gather  in 
the  marginal  zone.  If  the  current  become  very  slow  or  be  arrested,  the 
marginal  zone  disappears  and  the  red  and  white  cells  intermingle. ! 

Soon  after  the  exposure  of  the  bladder  or  mesentery  the  arteries, 
veins,  and  capillaries  dilate,  and  the  blood,  encountering  less  resistance 
from  the  walls,  flows  more  rapidly  through  them.  This  increased  rapid- 
ity of  the  blood  current  does  not,  however,  last  long,  although  the  vessel 
still  remains  dilated.  After  a  variable  period,  owing,  it  is  believed,  to 
changes  in  the  endothelia  of  the  vessels,  the  blood  meets  with  so  much 
resistance  that  it  flows  more  slowly  than  under  normal  conditions.  Tem- 
porary or  even  permanent  stasis  may  occur  in  some  of  the  vessels,  but 
this  is  not  a  constant  nor  a  characteristic  occurrence.  White  blood  cells 
— leucocytes — now  begin  to  accumulate  along  the  inner  walls  of  the  veins 
and  to  become  fixed  there,  so  that  after  a  time  the  whole  inner  surface  of 
the  veins  may  be  more  or  less  thickly  sprinkled,  and  even  closely  crowded, 
with  adherent  leucocytes.  These  may  either  lie  firmly  against  the  endo- 
thelium or  be  dragged  slowly  along  by  the  current  of  blood  sweeping 
past  them.  Some  are  dragged  by  the  blood  current  into  pyrifonn 
shapes,  showing  that  they  are  adherent  at  a  small  point  only,  and  thus 
they  may  be  detached  from  the  wall  and  rejoin  the  circulating  blood. 
They  may  by  amceboid  movement  crawl  slowly  along  the  interior  of  the 
wall,  even  against  the  current.  In  the  capillaries,  also,  a  similar  com- 
portment of  the  leucocytes  may  be  seen. 

After  a  time,  which  varies  considerably — in  the  bladder  sometimes 
within  an  hour  after  its  exposure ;  in  the  mesentery  usually  later — some 
of  the  leucocytes  commence  to  make  their  way  slowly  through  the  walls 
of  the  veins  and  capillaries.  At  first  a  little  shining  knob  appears  on 
the  outside  of  the  wall  opposite  to  the  cell  which  is  sticking  within,  and 
this  outer  portion  grows  larger  as  the  part  still  within  grows  smaller, 
until  at  length  the  entire  cell  is  outside  of  the  vessel.  The  cell  now  may 
immediately  detach  itself  and  wander  off  in  the  tissue  spaces,  or  it  may 
remain  for  some  time  attached  to  the  outside  of  the  wall  (Fig.  35).  This 
passage  of  the  leucocytes  through  the  walls  of  the  capillaries  and  veins — 
it  does  not  occur  in  the  arteries — is  called  emigration.     The  emigrating 

1  This  distribution  of  the  blood  is  almost,  if  not  wholly  mechanical,  and  may  be 
simulated  in  glass  tubes  with  a  fluid  in  which  lifeless  particles  of  different  specific 
gravities  are  suspended.  The  particles  of  the  lesser  specific  gravity  assume,  when  the 
flow  is  established,  the  peripheral  portion  of  the  stream. 
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cells  are  largely  the  poly  nuclear  leucocytes,  but  mononuclear  forms  and 
eosinophiles  may  also  pass  out  of  the  vessels. 

The  cells  pass  between  the  endothelia  through  the  cement  .substance, 
which  apparently  is  in  some  way  changed  in  the  inflammatory  process. 
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They  may  pass  through  very  rapidly,  but  usually  their  progress  is  slow 
and  often  interrupted,  so  that  cells  may  be  seen  motionless  for  a  long 


time  in  various  stages  of  progress  through  the  walls.  A  half  minute,  or 
even  less,  may  suffice  for  their  passage,  or  they  may  be  hours  about  it. 
Thus,  after  a  variable  time,  if  the  conditions  have  been  favorable,  the 
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tissues  immediately  around  the  capillaries  and  veins,  and  even  those 
somewhat  remote  from  them,  may  be  more  or  less  densely  crowded  with 
leucocytes,  some  motionless  and  in  the  spheroidal  form,  others  moving 
about  through  the  tissue  spaces  (Fig.  36).  Leucocytes  may  pass  out  of 
the  tissues  on  to  free  surfaces  of  the  inflamed  part,  or  they  may  wander 
into  the  lymph-vessels  and  so  re-enter  the  circulation. 

It  is  probable  that  the  emigration  of  the  leucocytes  is  due  in  part  to 
a  sort  of  filtration  process  with  which  the  pressure  of  the  blood  within 
the  vessels  is  concerned,  and  also  to  capillary  attraction  at  the  point  of 
emergence.  But  the  inherent  contractility  of  the  cells  themselves  forms, 
doubtless,  a  very  important  factor.  That  in  most  eases  chemotaxis  plays 
a  significant  part  in  directing  the  course  of  the  leucocytes  seems  to  l>e 
well  established,  and  it  is  largely  to  this  that  the  gathering  of  leucocytes 
is  due  in  the  vicinity  of  the  deleterious  agents  which  incite  inflammation. 
In  regard  to  chemotaxis  it  should  be  said  in  brief  that  the  direction  of 
locomotion  in  protoplasm  may  be  determined  by  chemical  substances  in 
the  vicinity.  This  is  the  case  not  only  in  the  lower  forms  of  life,  as  in 
certain  bacteria  and  protozoa,  but  also  in  such  cells  of  higher  organism 
as  have  retained  a  certain  independence  of  locomotion,  for  example,  in 
the  leucocytes  and  certain  cells  of  the  connective  tissue.  To  this  form  of 
response  to  external  agencies  the  name  chemotaxis  lias  been  applied.  In 
some  cases  the  effect  of  chemical'  agents  in  the  environment  is  not  to  at- 
tract, but  to  repel  protoplasm.  This  has  been  called  negative  chemotaxis. 
Chemotaxis  and  certain  allied  responses  to  outside  influences  have  been 
found  to  play  an  important  role  in  health  as  well  as  in  some  forms  of 
disease,  and  have  been  the  subject  of  much  careful  study. ! 

If  we  return  now  to  our  observation  of  the  living  mesentery  it  will  l)e 
found  that  while  emigration  of  leucocytes  is  going  on  the  red  blood  cells, 
although  for  the  most  part  carried  along  as  usual  in  the  current  of  the 
veins  and  through  the  capillaries,  still  often  find  their  way  in  small,  and 
sometimes  in  very  large,  numbers  into  the  surrounding  tissues.  They  are, 
it  is  believed,  carried  passively  through  the  cement  substance  between 
the  endothelia  bv  minute  streams  of  fluid  which  under  these  conditions 
are  flowing  in  abnormal  quantities  through  the  walls.  This  extravasa- 
tion of  the  red  blood  cells  is  called  diapedettis.  It  appeal's  to  follow  the 
emigration  of  the  leucocytes,  which  seems  in  some  fashion  to  prepare  the 
way  for  the  more  mechanical  exit  of  the  red  cells. 

By  this  time  it  will  be  usually  found  that  the  tissue  around  the  ves- 
sels is  somewhat  swollen  and  more  succulent  than  normal,  and  fluid  may 
be  poured  out  on  the  f ree  surface.  The  fluid  which  thus  gathers  is  called 
serum.  It  is  similar  to  the  simple  non- inflammatory  transudates,  except 
that  it  is  richer  in  proteids  and  is  mixed  with  cells.  This  serum  has 
passed  out  of  the  blood-vessels  along  with  the  blood  cells,  and,  jus  its 
composition  differs  somewhat  from  that  of  blood  plasma,  it  is  evident 

1  For  a  fuller  consideration  of  chemotaxis,  with  bibliography,  consult  Daren  purt, 
u Experimental  Morphology,"  Part  I.,  p.  32.  et  aeq.  For  the  forms  of  leucocytes  which 
emigrate  under  various  conditions  see  Adler,  A.  Jacobi's  Festschrift,  1900,  p.*  309. 
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that  it  has  undergone  a  change  as  it  passed.  The  way  in  which  this 
alteration  in  the  composition  of  the  blood  plasma  occurs  as  it  pauses 
through  the  walls  of  the  vessels  and  becomes  the  serum  of  exudation,  we 
do  not  understand.  But  it  is  probably  due 
to  metabolic  processes  in  the  endothelial 
cells  by  which  what  has  been  called  a  "se- 
lective tilt  nit  ion  "  is  secured. 

The  fluid  exudate  contains  nbrinogenons 
substance,  and  from  this,  when  the  condi- 
tions are  favorable,  fibrin  may  be  formed 
(Fig.  37)  by  a  change  similar  to  that  which 
occurs  in  the  coagulation  of  the  blood.  The 
leucocytes  which  wander  into  the  tissue 
spaces  outside  the  vessels  may  encounter 
conditions  inimical  to  life,  from  innutrition  or  from  the  presence  of  dele- 
terious substances,  and  thus  these  and  other  cells  furnish  as  they  die  and 
disintegrate  the  fibrin  ferment  essential  to  coagulation.  Clusters  of 
fibrin  fibrils  may  thus  often  be  seen  surrounding  dead  and  disintegrat- 
ing cells  (sec  Fig.  38).' 

If  at  this  time  the  exposed  bladder  or  mesentery  of  the  frog  be  re- 
stored to  the  abdominal  cavity  and  the  animal  placed  under  favorable 
conditions,  the  reaction  of  the  vessels  and  cells  to  the  unusual  environ- 
ment may,  if  the  injury  have  not  been  too  severe,  gradually  subside. 
The  circulation  is  then  re -established,  the  serum  is  absorbed,  the  leuco- 
cytes which  have  not  come  out  upon  the  surface  or  died  in  the  tissue 
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spaces  may  re-enter  the  lymphatics.  Fibrin,  if  this  have  been  formed, 
and  red  blood  cells  which  have  escaped  from  the  circulation  are  dis- 
posed of  by  simple  decomposition,  or  under  the  influence  of  ferments 

1  For  a  iliscuasiou  of  the  nlii 
a  auhatanrt-  Inducing  cnaculatloi) 
Arauhl,  CM.  f.  Path:,  B.I.  x.,  p. 
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which  leucocytes  furnish  (see  p.  11(1),  or  uiay  be  carried  off  by  the  wan- 
dering leucocyte*;  or,  as  is  not  in  frequently  the  case,  the  decomposed 
blood  pigment  may  remain  for  some  time,  in  situ,  as  the  only  mark  of 
an  earlier  active  inflammatory 
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V*.  ^  "*•''*     *   *        '.    .' *     '-.      (,,'"s  £*''    '"'"  "'*■'   tissu*'s  ;lll(l 

•(      .  .     ;.■    'X'..    ,'       ■•**;*      **-"*,        "I""1    l"'''  surfaces  in    certain 

*'.',*       *  '^.}  ■  *  "     *  *  i    *     .  ■-",  '.,       forms  of  injury  involving   the 

"«  ,    \*  ***,»'.&**"  -  •' :  •"*".','•       '•: t  ,i-—.:-.    Tiii-M-  io.iiitim'.s 

_*    '"  •     •    _.      1  '*     **    *      .'    ,'  —.11  tn  « i  ii—    ni  '.i    ii|"'ii    ili>'    i:- 

*•','*  V     *'.-■?*       *,     ,*'*.*  -'■■•-  I''1    I '»■>"'  <  "iiil i-  .ti  i- 

It.'.    ;.'     ',  ',    ;',*      [•''.*'''•     *  ..ii:.-.|  ..-.l..'.*.  .n..|   tln>    piiax- 

\_       ,'•»".       *  ';,      *^.       ■*      *  ■■:     ml!. i .il  i-  -i-    i-    i'hiiiiii»m;\ 

..jfas  ..  calli-d  egmdaUvt  inflammation, 
no.  a-B*iTKRUL  emik.lis  i\  tki  li.i»  T^t    uh    mm-    look    at    the 

Tbe  hoMerts  Have  Krown  In  a  mass  H-I(hln  in^  .n.»ii       effect     llpuli    a    living    Va-illl;i] 

't'li^Vr"  '    T'""'  "Ter  ™"*  '"  the  rtdntt* ******  ""'      tissues    of    injury    iiiHicted   in 
:i  different  way. 
Injury  from  Micro-organisms. — Suppose  we  inject  into  t lie  ear  vein  nf  a 
rabbit  a  small  amount  of  a  pure  culture  of  a  well  known  and  vmj  OOBV 
uioii  nicro  ■  organism,  Btrepto- 

eocc  ns  pyogenes.    Little  masses      .*'*."'.*     *..'   '*.'**   •..- 
of  the  living  germ  will  enter       ,'  •  ■  '  ■'.-','■'''.• 

the    heart  and    be    driven  mil        \*    t*  ,'  •'  *    •'_•  • 

again   through  the  arteries   in  •   '  »•■"." 

whose    smaller    twiglets  or    in      *     •  *  .'  '.   .  _• 

the  capillaries    some   of  them     ■'..-.  •,  '  '■  ■* 

will  lodge.      Here  in  the  living     **,*o  ^MKMJ0' 

tissues   the   bacteria  may   liud        \  \   \  .  '  •*  '  •  •   ■ 

good   nutrient  conditions  and       '.'_■"   .-  '.'•** 

begin  to  proliferate,  increasing        *..'.•  '■'"*. 

so  rapidly  in  number  that  thej        .■.'".■"  ,  ■    *'-■•* 

may    distend     the    vessels    in  •  .".  •  ,  '.'   '       _     .*,•*'*  .*'*' 

which  they  lie.    If  after  twenty-         '*■*•,'*-.'-     •  -    ■     . 
four  boors  the  animal  be  killed, 
and  one  examine  the  organs  in      r"''  * 
which  the  bade rin  1  emboli  have        m    , 

TtlP    llWTl'T-iil   II  FT    St]M     NlF-V'll.'.lllll ■'   III.'   VI.»|SI'|     Mil- 

Caught  and  grown — ill  the  liver,        u  tew  are  iiiiikMi?.    Them  Isaioiienr  necroHe  liver  fwlH 

for    example— he    finds  small     »«"»8"*i«'"«»»11'1"*'1- 
blood-vessels  here  and  there  distended  with  bacteria.     But  the  paren- 
chyma and  interstitial  tissue  about  them  appear  to  be  intact  (Fig.  3!)). 

n  tlitil  i 
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If,  however,  llir  animal  Ik-  allowed  to  live  longer — say  two  or  three  ■  1 : i \ s 
— before  the  examination,  the  nmdition  of  Hie  tissue  about  Hie  growing 
bacterial  mass  in  tlie  typical  OOStse  of  events  shows  marked  and  signifi- 
cant alteration.  Immediately  around  Hie  bacteria  Hie  nuclei  fail  to  take 
the  nuclear  stains  (Fin.  ■*")•  ""■'  cytoplasm  is  unusually  granular  or 
fallen  into  fragments.      These  an-  the  marks  of  eell  ileath,  and  Itoni  the 

siluati I   I  lu>  ami  "I  diaii  I  issue  alimil  Hie  colon j   of  growing  bacteria 

hi-  ina.1    infer      anil  I  lit-    inference  is  confirmed  bj  a  boat  of  lesls   and  ■>)■- 


Hiein  bobm  ehamlesJ  SMhataoco  whose  presence  Is incompatible  with  Hm 
coal  in uaiici*  of  Uw  life  proeeasea  En  the  liver  cells,  which  In  fool  ha*  killed 
them, 

I 'ml  veiy  BOOB  the  I  issues  near  liy  show  a  different  sort  of  rcaelion  to 
Hi  is  ;idi\e  DOMOU  set  free  upon  Hie  Spot.  LeoCOOytM  gnllier  on  Hie  Itor- 
ders  of  the  necrotic  area  and  ma\   form  B  dense  eiislieulliitig  mam  alHiut  it 

(Fig.  41 1.  !f  we  look  for  tin-  origin  of  these,  we  find  that  close  outside 
the  area  of  dead  shame  and  among  the  gathered  tsooocytes  tbe  rnnnlhar 
bhwd-reaaela  are  dilated.  overfilled  with  blood,  and  sneh  maritaoJ  the 
emlgratioa  of  taooooytea  aa  a  tissue  re vad  from  the  animal  and  pre- 
paid foi  c\aiiiinaiinu  may  aboa  are  unmistakable,     Not  isfreqttenilj 
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extravasated  red  blood  cells  and  fibrin  and  a  distention  of  the  tissue 
spaces  with  fluid  still  further  characterize  the  process  as  exudative  in- 
flammation. 

It  was  observed  in  the  exposed  mesentery  or  bladder  of  the  frog  that 
the  leucocytes,  once  outside  the  vessels,  wandered  off  in  various  direc- 
tions in  the  tissues,  some  to  the  surface,  some  to  the  lymph-vessels,  and 
some  far  from  the  veins  or  capillaries  from  which  they  emerged.  Not  so 
here.  The  extravascular  leucocytes  gather  close  in  the  border  zone  of 
the  necrotic  area  or  enter  it.  And  we  may  usually  see  in  the  outer  parts 
of  such  an  area  of  dead  tissue  scattered  leucocytes  which  are  themselves 
undergoing  changes  indicating  the  death  of  the  cell.  The  changes  which 
have  just  been  described  as  the  result  of  experiment  in  the  animal  are 
practically  identical  with  those  occurring  in  man  as  the  result  of  acci- 
dental inoculation. 

If  the  process  continue,  one  may  find  on  later  examination  that  the 
dead-tissue  mass  has  softened,  the  bacteria  are  scattered,  and  the  whole 
central  portion  may  be  occupied  by  a  grayish  or  yellowish  grumous  or 
fluid  mass  of  dead  cells,  cell  detritus,  albuminous  and  fatty  granules, 
bacteria  and  leucocytes  in  various  stages  of  necrosis  and  disintegration. 

Such  a  localized  result  of  exudative  inflammation  with  death  and  dis- 
integration of  tissue  is  called  an  abscess  ;  the  material  which  it  contains 
is  called  pus.1 

The  changes  by  which,  if  the  animal  survive  the  formation  of  abscess, 
the  active  processes  are  brought  to  a  standstill  and  repair  is  effected,  we 
need  not  now  follow.  But  it  concerns  us  here  to  appreciate  that  this  is 
a  type  of  one  of  the  most  important  phases  of  the  inflammatory  process ; 
a  phase  in  which  a  poison  produced  in  the  body  by  the  metabolism  of 
micro-organisms  incites  a  complex  train  of  active  and  passive  tissue 
changes. 

In  our  study  of  illustrative  phases  of  inflammation  we  now  turn  to 
the  processes  by  which  repair  of  injured  tissues,  after  more  or  less  in- 
volvement in  the  inflammatory  phenomena,  are  brought  about. 

Resolution  in  Inflammation — Phagocytes. — In  many  cases  of  exudative 
inflammation,  after  the  subsidence  of  the  active  changes  in  the  blood- 
vessels, the  exudates  are  entirely  absorbed,  and  the  tissue  returns  to  its 
normal  condition ;  this  is  called  resolution.  Under  certain  conditions,  on 
the  other  hand — for  example,  in  the  case  of  a  wound  with  loss  of  sub- 
stance, or  in  an  acute  exudative  inflammation  of  a  serous  membrane 
in  which  the  surface  is  deprived  of  its  normal  mesothelial a  covering,  or 
in  the  healing  of  an  abscess— new  tissues  may  be  produced  through  the 
agency  of  old  cells  or  of  new  cells  formed  in  the  inflammatory  process. 

1  For  a  more  detailed  consideration  of  suppuration  and  the  characters  of  pus  see  p. 
175  et  *eq. 

*  The  morphological  resemblance  of  the  flat  cells  covering  the  surfaces  of  the  great 
serous  cavities — peritoneal,  pleural,  and  pericardial — to  the  endothelium  of  the  blood 
and  lymph-vessels  has  led  to  their  being  also  called  endothelium.  But  their  genesis  as 
well  as  certain  physiological  capacities  which  they  still  retain,  render  more  fitting  the 
name  mewtlielinm.     See  reference  to  Mi  not  in  footnote  on  p.  295. 
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— PHIOOCTTKI. 


Before  considering  the  way  in  which  repair  of  a  wound  is  effected,  we 
shall  look  at  an  important  class  of  cells  in  the  body  by  which  foreign  and 
waste  substances  are  disposed  of. 

Phagocytes.—  The  disposal  of  small  foreign 
particles  which  in  one  way  or  another  get  into 
..^  ^.  ^         the  body,  aud  the  removal  of  dead  and  useless 

tfflfcl  .^js^&ftK  fragments  of  tissue  which  may  be  present  :is  the 
*W?:/  CffifiiPi'  r08lllt  of  injury  or  disease,  are  eared  for  by 
larger  and  smaller  cells,  called  phagocyte*.  To 
a  certain  extent  the  same  occurs  in  the  wear  and 
tear  of  normal  life.  The  cells  having  this  mat  ■ 
l£wE££m'***m"  ter  "'  cha^e  ■"  ,art>'pl-v  ^"cocytes  (Fig.  42), 
and  all  are  apparently  mesodermal,  lowly  or- 
ganized cells.  Kome  of  them  are  large  cells  and  may  be  nmltinuclcar — 
the  so-called  "giant  cells'"  (Fig.  43).  Endothelial  cells  may  also  play 
an  important  rdle  as  phagocytes. 

The  disposal  of  dead  or  foreign  material  is  in  j.wrt  accomplished  by  its 
being  taken  into  the  bodies 

of   the    phagocytes.     These  ^^e*-   -"*-*r»  f-^^*^,   *•      \ 

may  either   retain    it   more  ■=  V1--"    ■"  »0 

or  less  permanently,  or  may 
absorb  it  in  virtue  of  their 
metabolic  powers,  or,  in  the 
case  of  leucocytes,  may  carry 
it  off  to  some  region  of  de- 
posit by  the  exercise  of  their 
amu-boid  capacities.  On  the 
other  hand,  the  leucocytes, 
and  possibly  other  mesoder- 
mal cells,  may  either  with 
or  without  disintegration 
develop  ferment  subslaiices 
which  render  albuminous 
materials  soluble,  so  that 
dead  or  useless  tissue  frag- 
ments may  It-  dissolved  and 
earned  off  in  the  tissue  fluid*  (Fig.  44).  This  phagocytic  action  of  meso- 
dermal cells  is  l>elieved  to  have  an  important  bearing  upon  immunity 
and  recovery  from  infectious  diseases  (see  p.  16X). 

'These  giant  cells  nuiy  tx*  fnrmiil  either  hy  the  fusing  together  of  endothelial  i.r 
connective -tissue  evils.  or  by  il  division  of  nuclei  mul  increase  in  tin*  cytoplasm  of  con- 
nective-tissue rHIn.  without"  a  furtbe-r  division  of  the  body.  The  possibility  must  lx- 
rewgniml  that  giant  cells  nmy  1*-  formed  also  by  the  fusion  of  leucocytes. 

('limit  cells  lire  frequently  present  in  granulation  tissue  which  is  forming  simultan- 
eously with  the  alrsorption  of  sonic  foreign  substance  or  cnnsiileniblc  i-uanllties  of  dead 
tissue  (Fig.  43). 

For  h  stii.1v  of  giant  cells,  with  liililioimij.hv.  mnsiilt  IbkUvn.  Jour.  Exp.  Med., 
vol,  iii..  p.  21  ;  ice  also  Furrtt.  Zicglcr's  licit  rape.  Ild.  xxiv..  p.  440.  1MW. 


The  irtanl  rell 
being  ■tnurbed. 
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The  Healing  of  Wounds. 

The  way  in  which  new  inflammatory  tissues  are  formed  may  be  best 
understood  by  following  the  process  of  healing  in  a  wound  with  loss  of 
substance — for  example,  in  a  wound  through  the  skin  or  a  mucous  mem- 


Tio.  44.— Fragments   of   Necrotic-  Mi/sulk  in   prockks  or  absorption   lxdkr  tiik  Action   or 

PHAGOCYTES. 

brane  into  the  tissue  beneath.  At  first  there  may  be  hemorrhage.  After 
this  has  ceased,  the  injury  to  the  tissue,  the  unusual  exposure  of  deep- 
seated  parts,  the  presence  of  foreign  substances,  etc.,  may  induce  the 
same  series  of  events  which  we  have  seen  occurring  in  exudative  iuflani- 

WJ9SPMJFM 


mation  with  production  of  serum,  fibrin,  and  pus.  The  blood-vessels 
dilate,  the  circulation  becomes  slower,  serum  transudes,  and  emigration 
sets  in.  Certain  of  the  cells  and  fragments  of  intercellular  Hiilmtauce 
near  the  seat  of  injury  may  die,  and  in  time  are  cast  off  or  are  disinte- 
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grated  or  dissolved  and  absorbed  or  otherwise  disposed  of  by  phagocytes. 
The  tissue  may  become  soaked  and  swollen  by  the  transuded  serum,  and 
the  connective -tissue  cells  in  the  vicinity  may  undergo  proliferative  or 
degenerative  changes. 

Granulation  Tissue. — After  a  variable  time,  usually  on  the  second  or 
third  day  if  all  goes  well,  the  surfaces  of  the  wound  may  be  more  or  less 
covered  with  tiny  red  nodules  called  granulation*.  These  granulations 
contain  numerous  thin-walled  blood-vessels  which  have  sprouted  out 
from  the  old  vessels  near  the  seat  of  injnry,  and  around  these  a  new 
loose,  succulent  tissue  is  formed,  largely,  it  is  believed,  from  prolifer- 
ation of  connective -tissue  cells.  This  is  called  granulation  tixxw  (Fig. 
45).     On  the  surfaces  of  the  granulations  are  usually  pus  cells  in  vary- 


ing quantity,  or  the  granulations  may  l>e  more  or  less  covered  with 
dried  exudate.  The  way  in  which  the  new  blood-vessels  form  by  proto- 
plasmic sprouts  from  the  old,  and  the  manner  in  which  connective 
tissue  develops  from  older  connective- tissue  cells  have  lieeii  already  de- 
scribed in  the  section  on  Regeneration.  Let  it  suffice  here  to  say  that 
(he  cells  of  the  granulation  tissue  are  at  first  mostly  small  and  spher 
oidal  or  polyhedral,  and  are  usually  packed  closely  together  with  only  a 
small  amount  of  fluid  intercellular  substance.  Presently  some  of  the 
cells  l>ecoine  larger  and  polyhedral,  elongated,  fusiform,  or  branched, 
and  after  a  while  a  delicate,  fibrillar  intercellular  substance  makes  its 
appearance  about  them  and  grows  more  and  more  abundant  (Fig.  4tf\. 
These  larger,  variously  sliajied  cells,  which  appear  to  lie  formed  out  of 
the  small  spheroidal  or  indifferent  cells  of  the  granulation  tissue,  are 
usually  granular,  and  the  nucleus  is  generally  large  and  distinct.  f*ome 
of  these  larger  cells  which  seem  to  1m-  more  or  lens  directly  concerned  in 
the  formation  of  intercellular  fibres  are  railed  fibrnblaMa  (Fig.  47). 
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As  the  gramt liit inn  ! issue  grows,  new,  small  spheroidal  cells  an*  gath- 
ering by  proliferation  or  by  continued  emigration.     Borne  of  these  par- 
ticipate in  the  formation  of  the  granulation  tissue,  while  others,  not  find- 
ing conditions  suitable  for  their  fur- 
ilii'i'  development,  or  even   for  their 
eoiitiuueil  existence,  die  and  pass  off 
on   the  surface,   together   with   some 
transuded  fluid,  as  pus. 

The  polynuclear  leucocytes  do  not 
apparently  share  in  the  formation  of 
new  tissue.     Whether  this  is  largely 
or  wholly  derived  from  small  spher    ' 
..uhd    cells  which   ma;   result    from  Tbm    ~^^-^t^~i^m*u»* 
proliferation  of  old  connective-tissue  UbrllB- 

cells,  or  whether,  as    is    now   confi- 
dently claimed  by  many  observers,  the  emigrated  lymphocytes,  assum- 
ing Hie  characters  of  "plasma  cells"  (see  page  103),  may  be  also  cou- 
ci'im-d.  is  rmt  yet  certain. 

Cicatricial  Tissue. — The  new  tissue  gradually  becomes  more  and  more 
dense,  the  intercellular  substance  more  abundant,  while  the  cells  decrease 
in  DOmber  and  In-come  flatter  and  less  conspicuous.  The  epithelium  may 
now  grow  over  from  the  sides,  forming  by  mitosis  from  the  old  epithe- 
lium at  the  edges  of  the  wound  (Fig.  4M),  and  finally  cover  the  new 
Macular  tissue.  The  new  tissue,  having  at  last  undergone  more  or  less 
shrinkage,  with  atrophy  of  the  bloodvessels,  consists  of  a  dense,  firm 
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Tlien-  nns  liws  nf  sulwluni 
rviibmil  In  tin-  viiw-iiliir  trmnii. 
(tn>  surfiM-H  is  a  lawrol  Hue  d 
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ll.'li-.  rlhi-.it.   Ik-iii..  mill   -iirfm..  i-pilhi-iiiiin.     Til.-  |..-r  iK.ii..  h,i.  i.'.ti 

ttwlli*  ullli'lt  i,  , iLi!i-I  mill   niij-l  rl,.|1M.  n,  u,ii  i|i.|-|k-r  |-.rl n.  wtllk  ■  -n 

iH,tiiiBiTl!«,e1<'..TJiinly  bled  ■n-l  brnkxtnlmvir  Hit'  fraiiuiaUcau. 

Iriiui  II ii'  ..hi  in  1 1 Ik'.'-i  ..vi'i  i In'  surf.i I  Ilif  ui'ii-r.'iNi.'.l  ! I—in-. 


mass  composed  largely  of  fibrillar  basement  substance  with  a  lew  flat. 
icnril  cells  (Fig.  49);  and  with  Ibis,  which  is  the  cicatrix,  the  healing  is 
complete. 

Variations  in  the  Healing  Process.— Although  in  the  production  of  uew 
tissue  in  connection  with  or  following  exudative  inflammation  essen- 
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tially  the  same  processes  are  involved  in  all  cases,  there  are  yet  very 
marked  differences  in  the  degree  in  which  the  different  factors  share. 
Thus  the  vascular  and  exudative  phenomena  may  predominate  and  very 
large  quantities  of  serum,  fibrin,  or  pus  collect,  while  the  amount  of 
new-formed  tissue  may  be  insignificant.  The  production  of  a  large 
amount  of  exudate,  particularly  of  pus  cells — suppuration — usually 
marks  the  presence  of  micro-organisms  whose  locally  elaborated  poisous 
complicate  or  retard  the  healing  process.  In  other  cases  the  formation 
of  new  tissue  is  the  dominant  feature,  and  the  production  of  exudates 


:  r  v 


Fio.  49.— cicatricial  Tissue  prom  Hkalkd  worm 


seems  to  l>e  almost  entirely  subordinated  to  this  end.  The  process  of 
repair  which  is  complicated  by  exudative  inflammation  or  effected  only 
by  the  gradual  formation  of  a  considerable  amount  of  new  tissue  is  called 
by  surgeons  healing  by  " second  intention." 

The  distinction  lx»tween  healing  by  first  and  second  intention,  which 
is  of  practical  importance  in  surgery,  is,  from  the  pathological  stand- 
point, only  a  quantitative  one:  for  the  restitution  of  the  parts  to  the 
healthy  condition  is  in  both  cases  brought  about  by  exudation,  and 
proliferation  of  cells  usually  under  the  influence  of  vascular  changes; 
but  in  one  case  the  latter  changes  are  very  slight,  in  the  other  more  or 
less  extensive. 

A  good  deal  of  variation  is  frequently  seen  in  the  formation  of  granu- 
lation tissue  in  the  healing  of  wounds,  21s  well  21s  under  other  conditions. 
Thus  sometimes  the  body  cells  respond  but  feebly  to  the  unusual 
conditions,  and  neither  cell  proliferation  nor  blood-vessel  growth  is 
active.  On  the  other  hand,  the  development  of  blood-vessels  may  be 
excessive,  while  other  tissue  formation  lags.  Under  these  conditions, 
loops  and  tangles  of  thin -walled,  contorted  new  vessels  may  project 
from  the  granulating  surface,  while  useful  tissue  formation  remains  in 
abeyance  (Fig.  50).  The  result  of  this  disproportionate  growth  of  in- 
formed blood-vessels  is  the  exuberant  granulations  which  the  surgeon 
frequently  removes  from  unhealthy  healing  surfaces. 

Cavities  formed  by  abscesses  or  by  necrosis  in  any  part  of  the  body 
may  be  filled  up  and  their  sides  drawn  together  in  a  cicatrix,  by  the 
formation  of  a  provisional  mass  of  granulation  tissue  similar  in  charac- 
ter to  that  which  grows  in  external  wounds.     80,  similarly,  cysts  may  be 
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obliterated  aud  ulcers  partially  filled  and  drawn  into  cicatricial  healing. 
Large  free  surfaces,  like  the  pleura  and  the  peritoneum,  may,  through 
the  intervention  of  granulation  tissue,  pass  from  the  denuded  condition 
of  an  active  exudative  inflammation,  either  with  or  without  adhesions, 
into  a  condition  which,  though  by  no  means  a  return  to  the  normal,  we 
yet  designate  as  repair. 

The  so-called  organization  of  a  thrombus  in  a  blood-vessel  is  brought 
abont  by  processes  practically  identical  with  those  which  have  just  been 
described  in  the  formation  of  new  tissue  in  reparative  inflammation  in 
an  external  wound.  The  endothelial  cells  of  the  vessels  and  the  con- 
nective-tissue cells  in  their  walls  proliferate,  new  blood-vessels  develop 
by  sprouts  from  the  already  existing  smaller  vessels  in  their  walls  or 
close  about  them.     The  new-  cells  and  new  bloodvessels  thus  derived 
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gradually  penetrate  the  clot  forming  new  connective  tissue,  which  re- 
places step  by  step  the  fibrin  aud  blood  which  are  gradually  absorlx'd  or 
removed  by  phagocytes. 

The  part  which  the  thrombus  plays  in  its  so-called  organization  is 
thus  a  wholly  passive  one.  It  acts  only  as  a  temporary  supporting  text- 
ure for  the  development  of  the  new  tissue  derived  from  other  sources 
which  step  by  step  replaces  it. 


Hyperplasia  and  Interstitial  Inflammation. 

Hyperplasia  of  the  fibrous  interstitial  tissue  of  the  internal  organs  and 
other  parts  of  the  body — as,  for  example,  in  the  liver,  kidney,  heart, 
nervous  system,  etc. — is  of  frequent  occurrence  and  is  usually  associated 
with  changes  in  the  parenchyma.  In  somecases  the  formation  of  fibrous 
tissue  clearly  follows  evident  and  often  acute  inflammatory  processes  ami 
bears  the  same  relation  to  antecedent  reaction  to  injury  that  the  cicatrix 
iu  a  heating  wound  does  to  the  granulation  tissue  from  which  it  is 
formed.     Iu  other  eases  it  is  associated  with  long-continued  hyiieneniia— 
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chronic  congestion— of  the  organ  involved.  Again,  gradual  hyperplasia 
of  the  interstitial  tissue  appears  to  take  place  by  the  slow  increase  of 
cells  and  stroma,  without  evidence  at  any  time  of  an  active  cell  prolifer- 
ation or  marked  involvement  of  the  blood-vessels.  Finally,  hyperplasia 
of  the  interstitial  tissue  may  be  secondary  to  damage  to  or  atrophy  of  the 
parenchyma,  as  in  the  spinal  cord  after  degeneration  in  nerve  tracts  or 
in  the  heart  after  damage  to  the  muscle  fibres.  In  such  cases  it  is  often 
spoken  of  as  replacement  hyperplasia.  These  forms  of  fibrous- tissue 
hyperplasia  will  be  considered  with  more  detail  in  the  sections  dealing 
with  the  special  lesions  of  the  viscera.  They  have  all  been  usually  re- 
garded as  marks  of  inflammation.  Some  of  them  unquestionably  are 
so;  concerning  others,  doubt  will  continue  until  our  knowledge  as  to 
their  excitants  considerably  increases.  In  the  mean  time  the  term  fibro- 
sis is  sometimes  applied  to  the  results  of  fibrous- tissue  hyperplasia,  though 
this  is  still  most  commonly  included  among  the  inflammatory  processes. 
Those  important  phases  of  infiammatiou  which  are  due  to  damage 
from  special  forms  of  micro-organisms  will  be  considered  in  detail  in  the 
chapter  of  this  book  devoted  to  the  Infectious  Diseases.1 

Special  Phases  of  Inflammation. 

The  several  phases  of  the  inflammatory  process,  which  we  have  now 
considered,  are  fairly  typical  of  the  reaction  of  the  living  body  to  various 
forms  and  degrees  of  injury.  If  we  look  at  them  together  and  seek  to 
gather  their  dominant  features,  we  find  that  the  changes,  varied  as  they 
are  in  character  as  well  as  in  degree,  are  mostly  of  three  kinds:  first, 
those  involving  a  greater  or  less  amount  of  degeneration  or  necrosis  ;  sec- 
ond, those  involving  local  disturbances  of  the  circulation,  as  well  as 
alterations  in  the  distribution  and  character  of  the  fluid  and  cellular 
elements  of  the  b]ood— exudative  changes;  and  third,  regenerative,  produc- 
tive, or  reparative  changes. 

Of  these  three  groups  of  alterations  in  inflammation  those  involving 
the  blood-vessels  and  their  contents  are,  in  a  clinical  sense,  most  striking 
and  characteristic,  and  to  many  seem  to  dominate  the  inflammatory  proc- 
esses. But  in  fact  all  are  closely  associated.  The  various  phases  of 
inflammation  depend  upon  the  nature  and  extent  of  the  injury,  the  in- 
herent reactive  vigor  of  the  cells,  and  the  character  and  position  of  the 
tissue  involved. 

Special  names  have  l>cen  attached  to  various  forms  of  the  inflamma- 
tory process,  descriptive  of  the  feature  which  from  the  particular  stand- 
point of  the  olxserver  seems  most  striking  or  important.  Some  of  the 
names  are  descriptive  of  clinical  symptoms,  some  express  the  duration 
or  character  or  situation  of  the  lesion,  some  seek  to  imply  more  or  less 
well-founded  views  of  the  nature  of  the  process.     Thus  among  the  forms 

1  For  a  suggestive  and  interesting  consideration  of  the  relationship  between  inflam- 
mation and  various  forms  of  "fibrosis"  see  Ada  mi,  Middleton  Goldsmith  Lectures,  Mcd- 
cal  Record.  March  14  and  21,  and  April  4  and  11.  1890. 
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of  exudative  inflammation  those  in  which  the  extravasated  serous  fluid 
is  the  most  marked  feature  are  often  named  serous  inflammations.  If 
fibrin  predominate,  it  is  called  fibrinous  ;  if  associated  with  much  blood 
extravasation,  it  is  termed  hcemorrhagic.  When  the  agencies  are  present 
which  induce  the  necessary  vascular  changes  and  promote  the  emigration 
and  gathering,  and  often  the  destruction,  of  leucocytes  in  considerable  or 
large  numbers,  we  have  a  suppurative  or  purulent  inflammation.  If  much 
tissue  death  be  associated  with  the  process,  it  is  named  necrotic  inflam- 
mation. 

Again,  if  certain  mucous  membranes  or  mucous  glands  be  subjected 
to  the  inciting  agencies,  they  may  respond  by  an  overproduction  of 
mucus  as  well  as  by  an  increase  or  death  of  cells ;  this  is  mucous  or 
catarrhal  inflammation.  Finally,  these  various  forms  of  exudate  may  be 
produced  simultaneously,  whence  arise  such  compound  designations  as 
new-purulent,  muco-purulent,  etc.,  inflammation.  Inflammation  with  the 
formation  of  new  tissue  is  called  productive  or  reparative. 

Local  inflammation,  especially  when  incited  by  micro-organisms,  is 
often  associated  with  systemic  infection  due  to  a  distribution  of  the  in- 
citing agents  through  the  body.  This  condition  will  be  considered  in  the 
chapter  dealing  with  the  Infectious  Diseases  (see  page  179). 

It  has  seemed  wise  to  many  to  attempt  to  draw  a  sharp  distinction 
between  those  phases  of  inflammation  which  involve  only  the  degener- 
ation of  tissues  or  the  redistribution  of  already  formed  tissue  elements — 
— serum,  fibrin,  and  blood — and  those  phases  which  are  productive  or 
reparative.  But  while  this  attempt  aims  at  the  recognition  of  a  biologi- 
cal distinction  of  fundamental  importance,  it  encounters  the  great  prac- 
tical difficulty  that  both  phases  of  the  reaction  of  tissues  to  injury,  the 
exudative  and  the  productive,  occur  together,  so  that  none  of  the  named 
classes  of  inflammation  represent  simple  and  unmixed  forms  of  tissue 
reaction.  The  important  thing  is  to  conceive,  as  clearly  as  our  knowl- 
edge permits,  the  nature  of  the  processes  which  underlie  these  various 
manifestations  of  disturbed  cell  function  and  their  associated  tissue 
alterations.  Then  the  names  may  serve  useful  temporary  ends  at  least, 
without  implying  too  much  or  concealing  too  little  knowledge. 

Survey  of  the  Inflammatory  Process  and  its  Significance. 

If  now,  from  the  vantage-ground  which  we  have  won  by  our  survey 
of  various  typical  phases  of  inflammation,  we  seek  to  gain  an  insight  into 
the  forces  which  dominate  the  varied  processes,  we  note  at  once  that 
from  first  to  last  the  cell  and  tissue  performances  in  inflammation,  how- 
ever exaggerated  or  perverted,  are  only  the  expression  of  physiological 
capacities  which  belong  to  the  structures  involved.  Thus  the  contrac- 
tions and  dilatations  of  the  vessels  are  paralleled  in  health.  The  exuding 
of  fluids  through  their  walls  occurs  by  processes  akin  to  those  by  which 
blood  pressure,  osmosis,  and  selective  filtration  in  endothelial  cells  main- 
tain the  initial  circulation  into  and  through  the  tissue  spaces.     Emigra- 
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tion  is  a  physiological  process  which  we  find  excessive  here,  because  there 
are  structural  alterations  in  the  walls  of  the  vessels  which  permit  a  freer 
exit  of  the  cells,  and  because  there  are  also  present  new  and  active 
chemical  agents  which,  just  as  in  normal  conditions  though  in  exagger- 
ated fashion,  excite  and  control  the  movement  and  direction  of  the  leu- 
cocytes. The  healing  processes,  complex  as  they  seem  to  be,  are  actually 
but  a  rehearsal  under  unusual  and  often  difficult  conditions  of  cell  and 
tissue  formation,  which  is  characteristic  of  the  normal  period  of  develop- 
ment. Phagocytosis  is  a  factor  of  the  greatest  importance  in  the  normal 
as  well  as  in  these  abnormal  performances  of  the  body  cells. 

The  degenerative  phenomena,  among  which  must  be  reckoned  the 
formation  of  fibrin,  are,  as  we  have  seen,  incidental  rather  than  primary 
factors  in  inflammation. 

Thus  in  all  the  manifold  manifestations  of  abnormal  cell  performance 
in  inflammation  we  find  no  new  functions,  no  new  cell  capacities. 

We  are  now  brought  face  to  face  with  the  final  question :  What  does 
inflammation  mean? 

In  those  phases  which  involve  the  repair  of  wounds  and  the  regener- 
ation of  lost  tissues  it  is  not  difficult  to  recognize  conservative  and  liene- 
ficial  processes.  But  how  is  it  with  those  phases  of  inflammation  in 
which  the  blood-vessels  are  largely  involved  and  exudates  formed — 
serum,  fibrin,  and  pus!  Are  we  to  be  contented  here  with  a  simple  sum- 
mary of  the  phenomena  and  with  the  recognition  that  these  are  the  results 
of  exaggerated  or  physiological  cell  and  tissue  performances  in  the  face 
of  injury  t  Or,  on  the  other  hand,  is  there  reason  for  the  belief  that 
these  abnormal  manifestations  of  cell  life  in  the  presence  of  an  unusual 
and  deleterious  environment  may,  after  all,  be  in  the  main  conservative 
in  their  nature,  and,  even  as  normal  cell  functions  do,  tend — within  the 
limitations  of  an  emergency — to  the  welfare  of  the  individual! 

In  the  hope  of  gaining  some  light  upon  this  question  let  us  look  a 
little  more  closely  at  the  part  which  the  exudates  play  in  exudative  inflam- 
mation ;  and  first  at  the  leucocytes. 

It  was  through  the  painstaking  and  brilliant  studies  of  Metsehnikoff ' 
that  attention  was  directed  to  the  importance  in  this  connection  of  com- 
parative studies  upon  the  comportment  of  lower  forms  of  life  in  response 
to  injury. 

It  was  found  that  amoeba,  one  of  the  simplest  of  organisms,  when  cut 
in  two  may  undergo  complete  restitution  of  the  part  containing  the  nu- 
cleus, provided  the  latter  Ik*  uninjured.  The  remaining  portion  may 
live  for  a  time,  but  ultimately  dies.  Furthermore,  it  was  found  that 
amceba  and  other  lowly  forms  of  living  l>eings  are  capable,  by  the  use  of 
their  simple  digestive  processes,  of  destroying  micro-organisms  which  are 
taken  into  their  interior  and  which  might  otherwise*  damage  or  kill  them. 
Thus  it  was  established  that  the  digestive  mechanism  may  liecome  pro- 
tective in  lowly  organized  cells. 

Rising  in  the  scale  of  living  l>eings,  it  is  found  that  in  forms  in  which 

1  Mdschnikvff,  "Comparative  Pathology  of  Inflammation,"  English  t  ran  slat  ion,  1S93. 
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considerable  differentiation  of  some  of  the  cells  has  taken  place,  whether 
there  be  a  distinct  circulatory  apparatus  or  not,  certain  other  cells  are 
left  in  a  more  primitive  state :  these  are  phagocytic  and  can  ingest  or 
otherwise  destroy  deleterious  material. 

When  we  come  to  man  and  other  wrarm -blooded  animals,  it  is  upon 
the  leucocytes  which  have  retained  so  many  of  the  capacities  of  undiffer- 
entiated protoplasm  that  attention  is  especially  concentrated.  It  has 
been  found,  as  we  have  already  seen,  that  the  movement  of  leucocytes 
may  be  directed  toward  (sometimes  from)  chemical  substances  set  free 
in  their  vicinity.  This  chemotaxis  is  frequently  manifested  in  the 
vicinity  of  dead  cells  or  tissues  which  are  the  seat  of  destructive  me- 
tabolism. But  it  is  especially  in  relation  to  micro-organisms  of  various 
forms  that  chemotaxis  in  the  leucocytes  is  of  the  highest  significance  to 
us  here. 

Highly  virulent  micro-organisms  may  for  a  time  repel  the  leucocytes, 
probably  through  negative  chemotaxis,  but  these  may  later  approach 
them.  On  the  other  hand,  leucocytes  most  often  migrate  toward  bacteria 
which  have  gained  entrance  to  the  body.  It  has  been  proven  that  leuco- 
cytes, especially  the  polynuclear  neutrophiles,  less  frequently  large 
mononuclear  forms,  may  take  into  their  interior  and  destroy  living 
bacteria.  Dead  bacteria  also,  as  well  as  other  inert  material,  they  can 
engulf  and  destroy. 

This  capacity  of  leucocytes  and  other  mesodermal  cells — endothelia, 
etc. — to  take  up  living  bacteria  and  kill  and  digest  them  was  persistently 
and  ably  urged  by  Metschnikoff  and  his  pupils  as  the  chief  protective 
agency  in  the  body  against  bacterial  incursions,  and  to  these  observers 
all  the  other  phenomena  of  inflammation  formerly  seemed  of  secondary 
importance.  But  it  was  soon  shown  that  this  extreme  view  is  not  correct. 
For  it  was  demonstrated  by  mai-y  observers  that  the  body  fluids,  espe- 
cially blood  serum,  is  capable  of  killing  bacteria  with  which  they  come 
in  contact.  When,  however,  this  remarkable  quality  of  the  body  fluids 
was  investigated,  it  was  found  that  it  is  most  pronounced  under  condi- 
tions which  involve  the  breaking-down  of  leucocytes  or  the  liberation  of 
the  destructive  substances  into  the  fluids.  It  was  possible  now  to  demon- 
strate that  the  leucocytes  do  in  fact  contain  a  germicidal  proteid  sub- 
stance or  substances.  These  substances,  which  appear  to  be  closely 
associated  with  or  related  to  nucleinic  acid,  have  been  called  "alexines" 
or  "protective  proteids."  '  It  has  been  further  demonstrated  that  while 
the  eosinophile  cells  may  move  toward  bacteria,  they  are  not  phagocytic, 
but  may  set  free  granules  which  appear  to  favor  the  destruction  of  the 
germs. 

It  thus  appears  that  the  earlier  view  of  the  almost  exclusive  impor- 
tance of  phagocytosis  is  not  sustained,  but  that  even  more  than  in  the 
action  of  living  phagocytes  the  protective  agencies  are  to  be  sought  in 
the  body  fluids.  But  it  is  also  clear  that  the  protective  capacities  of  the 
body  fluids  are  the  result  of  cell  activities,  as  indeed  might  have  been 

1  For  further  consideration  of  this  subject  see  p.  169. 


1 26  INFLAMMATION. 

inferred  in  advance  of  the  long  Hue  of  careful  experiments  which  finally 
led  to  the  demonstration. 

The  importance  of  this  protective  power  of  the  body  cells  and  body 
fluids  is  not  exhausted  with  their  germicidal  action.  For  not  less  sig- 
nificant is  the  role  which  these  mav  assume  in  the  establishment  of  other 
phases  of  immunity  to  the  incursion  of  micro-organisms.  This,  however, 
will  l>e  considered  later  in  the  general  survey  of  the  infectious  maladies. 

If  now  one  seek  for  ways  in  which  the  other  exudates,  serum,  and 
fibrin  may  be  useful  to  the  individual,  it  is  obvious  that  in  the  dilution 
of  locally  engendered  poisons  and  in  their  removal  from  a  vulnerable 
region  the  fluid  may  at  times  be  beneficial.  Fibrin,  too,  by  closing  inflam- 
matory foci,  through  temporary  adhesions,  or  by  the  sealing  of  absorbent 
surfaces,  may  limit  the  extension  of  injurious  agents,  as  is  so  frequently 
the  case  in  local  infectious  injuries  in  the  peritoneal  and  pleural  cavities. 
That  the  regeneration  and  repair  of  tissue  which  may  be  associated  with 
or  follow  the  more  active  phases  of  inflammation  are,  as  a  rule,  Inmeficent, 
is  not  doubtful. 

There  is,  of  course,  another  side  to  the  matter.  For  new  cicatricial 
tissues  which  have  formed  in  the  process  of  repair  may  be  so  situated  as 
to  cause  serious  impairment  of  functional  performance  or  even  fatal 
strictures.  The  gathering  of  leucocytes,  too,  may  be  so  excessive  and 
their  proliferation  so  extreme  as  to  lead  to  delayed  healing  or  to  serious 
exhaustion  from  suppuration.  But  notwithstanding  these  irregularities 
and  failures  there  seems  to  be  good  reason  for  the  l>elief  that,  on  the 
whole,  the  processes  involved  in  inflammation  are  conservative,  and, 
within  the  limitations  which  may  be  set  by  the  varied  and  changing  con- 
ditions of  injury,  tend  to  maintain  the  welfare  and  sustain  the  life  of  the 
individual. 

CHARACTERIZATION  OF  THE  INFLAMMATORY  PROCESS. 

The  general  conception  of  inflammation  which  we  have  just  set  forth 
looks  lieyond  the  gross  manifestations  of  disordered  function  and  altered 
structure,  by  which  it  was  originally  marked,  and  lieyond  the  complex 
and  varied  expressions  of  aberrant  cell  activities,  with  which  our  later 
science  has  mostly  dealt,  to  the  fundamental  qualities  of  living  substance. 
And  thus  at  bust,  with  the  heart  of  the  subject  in  view,  a  characterization 
of  inflammation  becomes  possible  which  is  suggestive  and  useful,  though 
it  may  not  indeed  be  final.  Perhaps  among  many  such  characterizations, 
that  of  Adami '  is  on  the  whole  the  most  clear  and  precise,  and  with  him 

1  For  a  fuller  consideration  of  inflammation  from  the  point  of  view  which  in  general 
is  here  adopted,  one  mav  consult  the  excellent  article  on  "Inflammation  n  bv  AAtini  in 
Allbutt'ft  u  System  of  Medicine."  vol.  i..  p.  54. 

In  Thoma'n  work  on  *  General  Pathology,"  vol.  i.,  is  a  clear  exposition  of  the  vari- 
ous processes  concerned  in  inflammation,  with  a  fuller  recognition  than  is  commonly 
accorded  to  them  of  the  mechanical  factors  involved.  In  l>otli  of  these  works  the  more 
important  bibliography  may  Ik-  found. 

For  bibliography  and  critical  resume  of  studies  on  pathological  organization,  in- 
flammation, etc.,  see  liomt.  Lubarsch  and  Ostertag's  Ergebnisse.  Jahrg.  iv..  for  1S97, 
p.  461.     See  also  references  under  Regeneration,  page  94.  and  under  Tumors,  page  273. 
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we  may  at  present  wisely  consider  inflammation  as  "  the  local  attempt  at 
the  repair  of  injury."  The  fundamental  conception  upon  which  this 
characterization  is  based  is  that  inflammation  is  an  emergency  measure 
incited  by  injury,  in  which  the  body  adapts  to  unusual  ends  as  best  it  can 
mechanisms  and  powers  normally  maintained  for  other  purposes. 

This  view  of  inflammation,  however  much  it  may  be  modified  as  our 
knowledge  grows,  recognizes  a  far-reaching  significance  in  the  complex 
processes  involved.  And  while  throwing  light  upon  the  practical  prob- 
lems of  the  physician,  it  points  the  way  to  a  broader  conception  of  other 
abnormal  conditions  in  which  also  the  adaptation  of  physiological  cell 
capacities  to  new  conditions  seems  to  furnish  a  clew  to  many  manifesta- 
tions of  disease  as  yet  but  little  understood.1 

Now  that  we  have  gained  a  conception  of  the  inflammatory  processes 
in  general  and  some  clews  a»s  to  their  significance,  it  does  not  seem  neces- 
sary to  enter  hero  upon  a  detailed  description  of  the  variations  which  they 
present,  since  these  are  largely  influenced  by  the  character  of  the  incit- 
ing agents  and  by  the  situation  in  which  they  act.  Such  details  a*s  may 
fall  within  the  scope  of  this  work  are  given  in  the  section  dealing  with 
micro-organisms  as  inciting  factors  in  disease,  and  in  the  part  dealing 
with  the  lesions  of  special  organs. 

1  Consult,  for  a  clear  and  comprehensive  view  of  adaptation  in  pathological  proc- 
esses, Welch,  Transactions  of  the  Congress  of  American  Physicians,  vol.  iv.,  p.  284,  1897. 


CHAPTER  V. 

ANIMAL  PARASITES. 
Protozoa. ' 

This  class  of  cellular  organisms,  which  belong  close  upon  the  bonier- 
land  between  animals  and  plants,  contains  many  which  are  parotitic  in 
man.  Only  a  few  are  of  known  pathogenic  significance.  There  is,  how- 
ever, much  reason  for  the  growing  belief  that  many  forms  play  an  im- 
portant pari  in  inciting  some  of  the  serious  infectious  diseases  whose 
etiology  is  still  obscure. 

The  protozoa  are.  commonly  divided  into  three  grou]w — Khizopoda, 
Bporozoa,  and  Infusoria. 


In  this  group  the  Amartxi  coli  (Amceba  dysenterica,  Councilman  and 
Laflcur)  is  of  considerable  pathological  significance. 

It  has  been  repeatedly  found  in  acute  and  chronic  dysentery,  in  the  in- 
testinal contents,  at  the  bottom 
jrr-^.  of  the  intestinal  ulcers,  and  in 

'.'.y-v     ^--,  the   secondary   abscesses,    espe- 

*;*  g$J ' '   .    daily  of  the  liver,  which  may  ae- 

\  ■  ijv^  company  ulcerative  colitis.    The 

anueba  is  believed  to  l>e  Ihe  in- 
"■  citing  factor    in   boll)   the    pri- 

•""^jB^^*.    A  niary   ulcerative  colitis  and  its 

f  complicating    abscesses    (see   p. 

511). 

The   Aiutrba  coli   (Fig.  51) 
is  a  spheroidal  cell,  from  five  to 
Fiu..ii.-AiuciM  tiiu.  eight   times  the  diameter  of  a 

From  Ihe  InMtliul  wall  nrn  ul.rr  In  .uurMc  collUi.     red      blood     cell,     with    granular 

protoplasm  and  a  vesicular  nu- 
cleus. It  often  contains  larger  and  smaller  vacuoles.  Frequently,  es- 
pecially when  Ihe  nnia-ba  is  active,  a  portion  of  the  protoplasm  appears 
almost  homogeneous — ectosan — while  the  i-est— endosarc  — is  granular. 
When  moving  it  assumes  various  forms,  thrusting  out  and  withdrawing 
nearly  homogeneous  pseudopodia.     Ft  may  also  change  its  shn|»c  without 

1  For  a  rt'-flume  of  our  niMH-nt  knowledge  of  tin-  tmrusiiir  ami  <ithcr  iimtnziui.  itin- 
unit  M'tii'inhrrg.  I.ubarsih  unci  llstrrtaK's  ~  Krjtctmisst*  <iir  ullg.  Acti.ilopii'  iler  mi-nsdi- 
lichcn  nntl  Thk>rkrankhciu>n."  Jttlirg.  I..  Alitli.  1.  |>  DID.  1NSW;  and  Kn'ue  in  Flflgge's 
"  11  ik  morgan  ismi'ii,"  vol.  il. 
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progressive  movement.  It  occurs  in  acute  and  chronic  dysentery,  fre- 
quently in  Egypt,  occasionally  in  Russia,  and  is  often  seen  in  the  United 
State**. ' 

Other  species  of  amoeba  have  been  found  parasitic  in  the  human 
intestines. 

SPOROZOA,  OB  GREGARIN<S. 

In  this  group  of  the  Protozoa  some  forms  of  coccidia  possess  well- 
defined  pathogenic  powers.      The  so-called  psorospermiw — minute  oval 
structures  about  0.035  mm.  long,  with  a  thick 
capsule  and  coarsely  granular  contents — which 
are  of  very  frequent  occurrence  in  the  liver 
of  the  rabbit,  forming  a  part  of  the  contents 
of  yellowish,  irregular-shaped  cysts,  have  been 
found  in  the  liver,  in  a  pleuritic  exudate,  and 
in  the  kidney,   ureter,  and  heart  muscle  in       F,({-  «.-<:omDini  omformk. 
man.     The  organism  is  more  properly  called       J*°m  "ve_r  °f  rabbit-    ^m-imr 

*  ...  phases  in  the  development  «*f  the 

Coccidium   on/onne  (Fig.  52),  While  the  Spores       psonwperraiaN  which  are  seen  sepa- 

which  it  forms  are  termed  psorospermia?.  £raU*Uhiu  the  <al*Ule '"  C'  AftW 

Another,  smaller  form,   occurring  in  the 
intestinal  epithelium  of  dogs,  cats,  and  rabbits,  has  been  found  in  two 
cases  in  a  similar  situation  in  man. 

Rixford  and  Gilchrist2  have  described  in  detail  two  cases  of  protozoan 
(coccidoidal)  infection  of  the  skin  and  other  organs,  making  a  careful 
comparison  between  these  and  organisms  somewhat  resembling  them 
which  have  been  found  in  various  skin  lesions. 

Organisms  apparently  belonging  in  the  group  of  Sporozoa  have  been 
found  in  certain  little  understood,  apparently  infectious  epithelial  cell- 
growths — Molluscum  contagiosum. 

The  claim  that  some  of  the  carcinomata  may  be  caused  by  Hporozoa 
has  not  as  yet  been  sustained  (set4  p.  270). 

The  PlatnnodittM  malaria*,  the  excitant  of  intermittent  fever,  is  de- 
scril>ed  elsewhere  (p.  252). 

THE  INFUSORIA. 

These  are  represented  in  man  by  several  genera.  Their  pathological 
significance  is  not  clearly  determined. 

Balautidium  coli  is  an  ovoidal  organism,  from  0.0<>  to  0.1  mm.  long, 
with  cilia  along  the  sides,  which  ocelli's  occasionally  in  diarrheal  dis- 
charges: especially  observed  in  northern  Europe  (Fig.  53). 

Crrcomonaa  intent* nails  is  a  pear-shaped,  flagellate  structure  (Fig.  54), 
about  0.012  linn,  long,  making,  when  alive,  rapid  movements.     It  has 

1  We  refer  for  further  details  concerning  the  Anin*Ua  coli  to  the  work  of  (ounrihmni 
ami  hifienr  on  "Amoebic  Dysentery,"  Johns  Hopkins  Hospital  Reports,  vol.  ii.,  p.  #95. 
1891.  For  a  method  of  differential  staining  of  the  Amoeba  coli  sec  Mallory,  Journal  of 
Experimental  Medicine,  vol.  ii..  p.  529,  1897. 

*  Johns  Hopkins  Hospital  Reports,  vol.  i..  p.  209,  1896;  Bibliographv. 
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b«;ii  found  iii  the  evacuations of  persons  suffering  from  cholera,  typhoid 
fever,  and  diarrhoea. 

Trichomona*  vaginalis  has  an  oval  or  pear-shaped  body  from  0.015  to 
0.025  mm.  long,  with  a  cluster  of  llagella  at  one  end  aud  an  undulating 
membrane,  frequently  mistaken  for  eilia,  upon  the  side  (Fig.  55).  It  is 
of  occasional  occurrence  it)  vaginal  exudates.  The  possibility  of  mistak- 
ing the  T.  vaginalis  for  human  spermatozoa  should  be  borne  in  mind  in 


no.  » 


Ceil.].     Aflfr  HrHiin. 


medico-legal  examinations,  although  to  an  observer  familiar  with  either 
structure  such  a  mistake  could  hardly  occur. 

ISonie  forms  of  Trichomonas  have  been  found  in  the  urine  of  men,  in 
the  intestines,  and  in  the  sputum.' 


Mothodi  of  Study  of  tho  Protozoa. 

Tin-  protozua  may  be  studied  in  llie  living  condition  cither  in  (lie  Iliads  hi  which 
(hey  Hie  found  or  in  three-quarter-percent  salt  solution.  They  may  be  kitliil  and  pit'- 
setved  by  allowing  a  drop  of  one  per- cent  osmic  ticiit  to  rim  under  (he  cover  glnsn,  and 
replacing  this  after  an  hour  by  glycerin  lightly  tinged  with  cosiu.  Or  Ibcy  may  be 
killed  and  preserved  in  siibliinnte  solution. 
^t  Many  of  tile  .smaller  forms  show  well  when  dried  on  the 

I     jfiik  cover  glass  and  stained  by  the  anilin  dyes  by  the  methods 

J     H|     A       used  for  tmeteria  (see  p.  149). 

I    '|'"^^H  Tl't'  movements  of  the  Amiclm  roll  in  the  ficccs  or  in 

^^^  the  contents  of  abscesses  which  frequenily  contain  ihcm  in 
enormous  numbers,  may  tie  studied  on  the  warm  stage  in 
three-quarter -percent  sail  soliiliou.  Its  morphology  may 
Ih'  studieil  in  tissue  containing  it.  such  as  intestinal  ulcers, 
alisccsses,  etc..  which  liave  been  hardened  in  alcohol  and 
stained  either  with  methylene  blue  or  un-matoxylin.  the  for- 
mer being  cs|  a -dully  commended  by  Councilman  and  Lahciir.  The  at  t tempts  to  ob- 
tain pure  cultures  of  Amo'lm  and  similar  or  allied  forms  of  protozoa  have  la-en  thus 
far  only  imrtially  successful. 

Worms. 

TREMATODA   (OTutar), 

These  worms  are  small,   Hal.  tungue-shapi'd,  or  leaf-like  creatures, 
with  an  intestine,  and  a  diseoidal  structure  on  the  under  surface,  by 

'  For  important  original  observations  on  Trichoui 
and  literature. -ms'  Dark,  -Trichomonas  as  a  Parasite 
of  the  Medical  Sciences,  vol.  cxi.,  |i.  1.  1*1*1. 
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means  of  which  they  attack  themselves.     There  are  several  genera  and 

species  found  in  man.     The  most  common  genus  is  Divioma.     Of  these 

I),  hepaticum  is  of  most  frequent  occurrence  (Fig-  56).     It   U  about  30 

mm.  long,  and  usually  occurs  iu  the  gall  ducts  and  gall  bladder.     The 

embryos  are  often  attached   to  water   plants,    from  eating  which   the 

infection  is  believed  to  occur.     Ih  lanceolatitm  is  more  slender,  pointed 

at  the  ends,   8  to  10  mm.   long,  and  has  lieeii 

found  a  few  times  in  the  gall  bladder     I),  s 

is  a  slender  worm  about  15  mm.  long,  and  has 

been   found    in  the   bile  iu  considerable   liuiu- 

bertt,   particularly  in  the  Chinese.     J>.  hirmato- 

bhim  is  a  more   nearly  cylindrical    worm;   the 

sexes  are  distinct;  the  male  from   12  to  14  mm.  long,  the  female  It!  to 

IK  mm.   long,   and  ocelli's,  especially  in  Egyptians,   in  the  portal  and 

other  abdominal  veins. 


CESTODA   (7Io*  Worm*). 

These  important  worms  consist,  in  the  mature  state,  of  more  or  less 
rectangular  or  elongated  segments,  each  one  of  which  represents  a  single 


individual,  arranged  in 
which,  called  the  head, 


I® 


i  a  linear  series  to  form  a  colony,  at  one  end  of 
8  a  variously  formed  structure  for  the  attach- 
ment of  the  colony  to  its  host.  The  neck  and 
head  are.  called  the  scolex,  while  the  segments 
are  called  progfottitles.  These  worms  have 
ueither  mouth  nor  alimentary  canal.  They 
are  hermaphrodites,  the  sexes  being  united  iu 
the  proglottides.  The  head  and  neck  (seolex) 
may  exist  as  an  immature  form  in  various  tis- 
sues and  organs  where  they  are  encysted,  and 
are  often  called  cysticercus. 

Tteiiin  noli  urn  is  of  frequent  occurrence  in 
man.  It  may  Ik-  several  metres  in  length,  and 
may  lie  coiled  up  or  stretched  out  in  the  small 
intestines.  Several  worms  may  be  in  the  gut 
at  one  time.  The  head,  about  the  size  of  a 
pin's  head  (Fig.  57),  has  a  projecting  probos- 
cis or  rostelluin,  around  which  are  arranged 
.' .    '  a  double  row  of  horny  booklets.     Below  these 

are  four  sucking  discs  at  the  sides  of  the  head. 
The  booklets  of  the  anterior  row  are  larger 
*■— h  t  tml"  "lose  '"  ""'  posterior  row,  and  are  from 

■ihaiiT"*"'""     0.16  to  0.1K   mm.    long.      The  proglot tides, 
when  fully  developed,  are  from  10  to  12  mm. 
long  and  from  5  to  6  mm.  wide,  but  tho*>  nearest  the  head  are  much 
shorter  and  immature.     The  eggs  of  T.  solium  are  ovoidal  structures, 
about  0.03  mm.  in  diameter.     The  embryo  of  this  worm  is  most  com- 
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FlO.    58.— T.fcNIA    MKDIOTAN1CLLATA. 

(JLOTTIOlS. 


HKAI>   and    Pro- 


A,  head  X  about  15. 

J*,  mature  proglottid,  showing  generative  apparatus. 
C,  head  and  fragment*  of  Immature  proglottides,  show- 
ing gradual  tapering  of  the  neck.    Natural  size. 


monly  seen  in  the  muscles  of  the  pig  as  an  encysted  scolex,  commonly 
called  a  "measle."  It  occasionally  occurs  in  man  in  the  muscles,  brain, 
eye,  etc.,  and  is  called  cynticercus  cdlmtom.     It  is  usually  about  the  size 

of  a  pea,  but  may  In?  as  large 
as  a  pigeon's  egg  and  surround- 
ed by  a  connective -tissue  cap- 
sule. 

Infection  with  the  worm 
occurs  in  the  human  subject 
from  the  ingestion  of  insuf- 
ficient ly  cooked  "  measly  " 
pork,  or,  in  the  case  of  eysti- 
cercus  celhilosa\  from  the  in- 
gestion of  the  eggs,  which  may, 
in  a  variety  of  ways  in  un- 
cleanly persons,  get  into  the 
food. 

Tivn'm  mediocaneUata  (T. 
mginata  Leuckart).  —  The 
head  of  this  species  is  some- 
what cuboidal,  with  neither  ros- 
tellum  nor  booklets,  but  with 
four  sucking  discs  (Fig.  58). 
The  segments  are  generally  broader  and  shorter  than  in  T.  solium,  and 
the  worm  is  usually  larger.  In  the  embryonal  form  the  scolex  occurs 
as  the  CyntuTrcM  twnitr  mediocanellaUr  in  the  form  of  small  cysts  in  the 
muscles  of  cattle,  from  the  eating  of  which  in  the  uncooked  condition 
the  infection  occurs.  Tliis  is  the  most  common  tapeworm  in  the  United 
States. 

Twnm  echinococem. — This  worm  in  the  mature  condition  forms  a 
short,  small  colony  inhabiting  the  intestine  of  the  dog.  The  head  is 
about  0.3  mm.  in  diameter  and 
has  a  double  row  of  booklets 
around  the  rostellum.  The  pro- 
glottides an*  three  or  four  in 
number,  the  last  l>eing  the  larger. 
The  entire  colony  is  not  more 
than  4  to  5  mm.  in  length. 
The  significance  of  this  parasite 
in  human  pathology  dermis 
upon  the  cysts,  called  hydatid*, 
which  it  forms,  in  the  immature 
or  eystiecrcus  stage,  in  various  parts  of  the  body.  Intimate  associa- 
tion with  dogs  favors  the  acquirement  of  this  parasite.  When  the  eggs 
of  the  mature  worm  get  into  the  intestinal  canal  of  man  they  undergo 
partial  development  and  find  their  way  into  the  tissues  and  organs, 
most  frequently  into  the  liver.     Here  cysts  are  formed  which  Ijecome 


Fl«.  oSI.— <  TTICTLA  OK   El'HIN'OTOm'tf  TYST. 

Showing  lamHIuted  structure. 
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mjerted.  In  tbe  others  U  fs 


encapsulated  by  a  connective -tissue  membrance  produced  by  the  inflam- 
matory reaction  of  tbe  organ. 

The  cyst  wall  of  the  parasite  is  formed  of  two  layers — an  outer,  finely 
lamellated  layer  called  the  cuticu/a  (Fig.  59),  and  an  inner,  granular 
layer,  containing  muscle  fibres  and  blood-vessels,  culled  the  parenchyma- 
tous lager.  Inside  of  the  primary 
cyst  secondary  cysts  sometimes 
form,  called  daughter  cysts,  and 
within  the  latter  tertiary  cysts, 
called  granddaughter  cysts,  may  de- 
velop. On  tbe  inner  surface  of  the 
cysts,  either  primary,  secondary, 
or  tertiary,  the   scolices  or   heads  -^ 

of  the  immature  worm  are  formed.       -^ %' 
These  develop  in  the  walls  of  the   >V     £j 
pediciilated    vesicles    called    brood    ^*r ;'■-'• 
rtijtsuhs.     The  walls  of  these  vesi-        \      •  ' 
cles  have  a  lamellated  cuticula  and  ""-'-  -  — J' 

a  ]iarenchvmatous  layer  similar  to  FlG-  B0-— BcoLICKa  « 
those  of  the  primary  cysts.     The  ""«*«»  iwwiam^ 
scolices,    of  which   there   may   be 

several  in  each  brood  capsule,  are  similar  to  the  heads  of  the  mature 
tapeworm.  They  are  about  0.3  mm.  in  diameter,  having  a  rostellum 
surrounded  by  a  double  row  of  booklets  and  four  sticking  discs  (Fig. 
60).  At  the  posterior  end  of  the  scolex  is  a  pedicle  by  which  it  is 
originally  attached  to  the  wall  of  tbe  brood  capsule.  Little,  lamellated 
concretions  of  lime  salts  are  often  present  in  the  scolex.  The  anterior 
portion  of  the  scolex,  the  rostellum,  booklets,  and  suckers,  are  often 
invaginated  in  the  posterior  portion.  The  scolices  may  be  free  inside 
of  the  brood  capsules,  or,  owing  to  the  rupture  of  tbe  latter,  they  may 
l>e  free  in  the  cavity  of  the  primary  cysts.  They  may  die  and  degen- 
erate, forming  a  granular  mass  in  which  the  booklets  may  be  embedded, 
or  the  booklets  may  be  free  in  the  brood  capsules  or  in  the  primary 
cysts.  Sterile  cysts  are  often  found,  that 
is,  those  in  which  neither  brood  capsules 
nor  scolices  are  developed. 

The  cysts  contain,  in   addition  to  the 

scolices,   a  clear,    gelatinous   fluid.      This 

fluid   may   liecome   turbid    by    admixture 

with   disintegrated   scolices  or   fragments 

of  the   parenchymatous   layer,  or  it  may 

contain  fatty  detritus,  eholesterin  crystals, 

and  particles  of  lime  salts.     The  fluid  may 

be    partially    absorbed,    leaving  a   thick. 

gruiuous  material  within   the   cysts,   which   may  become  calcified   or 

converted  into  a  stony  mass.     When  the  scolices  are  not  found  entire 

tbe  diagnosis  may  lie  made  by  the  discovery  of  the  separate  booklets 


134  ANIMAL   PARASITES. 

(Fig.  61)  or  fragments  of  the  characteristically  lamcllated  cyst  walls. 
The  connective-tissue  walls  of  the  primary  cysts  may  become  fatty,  or 
caseous,  or  calcified. 

Sometimes  the  secondary  vesicles  project  outward  instead  of  inward, 
forming  a  series  of  cysts  outside  of  the  primary  one.  This  variety  of  de- 
velopment is  sometimes  seen  in  man,  but  is  more  common  in  the  domestic 
animals.     It  is  called  Echinoccocun  scolecipariem  or  exogem. 

Another  variety  of  echiuococcus,  called  E.  multilocularis,  is  almost 
always  found  in  the  liver,  and  appears  to  be  the  result  of  incomplete 
and  disturbed  development  of  the  embryos  or  cysts.  It  consists  of  a 
congeries  of  irregular,  usually  small  cysts  (Fig.  323,  page  558),  surrounded 
by  broad  and  narrow  bands  of  connective  tissue,  and  sometimes  contain- 
ing gelatinous  fluid  and  scolices  or  booklets;  but  the  latter  structures 
are  commonly  absent  or  difficult  of  detection.  The  whole  is  often  sur- 
rounded by  a  dense  connective-tissue  capsule  which  may  be  calcified. 
The  entire  mass  often  presents  an  alveolar  structure  and  was  formerly 
regarded  as  a  tumor — alveolar  cancer.  The  diagnosis  may  be  established 
by  the  discovery  of  the  hooklets  or  scolices,  or  fragments  of  the  lamel- 
lated  cuticula.     This  form  of  the  parasite  is  rare  in  America. 

There  are  four  or  five  other  species  of  Utnia,  occurring  rarely  in  man. 

Titnto  nana. — This  species  occurs  in  the  form  of  small  colonies,  almiit  15  mm.  in 
length.  The  rostellum  is  surrounded  by  a  single  row  of  hooklets.  It  has  been  seen 
once  in  large  numbers  by  Bilharz  in  the  duodenum  of  a  child  which  died  of  meningitis 
in  Cairo.  Trnto  flaropunctatti.  a  species  about  which  little?  is  known,  is  re|>orted  twice 
in  America  as  occurring  in  the  intestine  of  young  children.  Trnto  mathtgtutcarunti*,' 
also  little  known  and  rare,  has  l>een  seen  in  two  children  in  Madagascar. 

Tip ii to  curumerina. — This  species  occurs  in  colonies  about  20  cm.  long.  The  head 
is  very  small  and  spheroidal,  and  has  four  rows  of  booklets.  It  is  frequent  in  the 
small  intestines  of  dogs  and  cats.  It  occurs  occasionally  in  man.  Itsscolcx  inhabits  the 
dog  louse,  and  infection  may  occur  in  man  by  the  transference  of  the  lice  or  the  embryos 
of  the  parasite  to  the  mouth,  as  the  result  of  the  filthy  habit  of  kissing  dogs  and  cats  or 
permitting  the  face  to  be  licked  by  them. 

IfathritPCiphalitH  latu*. — This,  the  largest  of  the  human  tajwworms.  has  very  broad, 
quadrangular  proglottides.  The  head  is  ovoidal  and  about  2  mm.  long  and  1  mm. 
broad.  It  has  no  proper  sucking  discs  and  no  hooklets,  but  by  long  grooves  on  either 
aide  of  the  head  the  animal  attaches  itself  to  its  host.  The  neck  is  long  and  filiform. 
It  occurs  most  frequently  in  Europe,  particularly  in  the  northern  provinces.  The  eggs 
undergo  partial  development  in  water,  and  are  taken  up  by  the  pike  and  eel-pout,  and 
perhaps  by  other  fresh -water  fish,  from  the  ingestion  of  whose*  flesh  in  an  imperfectly 
cooked  condition  the  human  infection  occurs.  Two  other  species  of  Bothriocephalic 
have  been  described  as  of  rare  occurrence  in  man:  /I  Cftrttolu*  in  Green  bind  and  Iceland, 
and  R.  crintatu*. 

NEMATODA  (Round  Worms). 

These  worms  are  in  general  cylindrical,  elongated,  usually  pointed  at 
the  ends,  and  sometimes  filiform.  The  surface  is  sometimes  smooth, 
sometimes  irregularly  l>eset  with  hairs  and  papilhe,  or  possesses  longi- 
tudinal elevated  stria*  or  transverse  rings;  but  the  body  is  not  segmented. 
There  is  a  mouth  at  the  anterior  portion,  and  a  ventral  anus  near  the 
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posterior  end.     The  intestine  is  straight.     The  sexes  are  in  most  forms 
distinct,  the  male  being  in  general  smaller  than  the  female. 

Ascaris  lumbricoides. — This  is  one  of  the  most  common  of  the  human 
intestinal  parasites,  and  is  of  particularly  frequent  occurrence  in  chil- 


A  ~       3 

Fig.  63.—  Eggs  of  Nkmatodk  Worms. 

.4,  Eggs  of  Ascaris  lumbricoides  X  about  3(10.    J?, » ags 
of  Oxyuris  verraicularis,  X  about  250. 


Fig.  62.— Ascaris  ixmbricoidks.    About  half  natural  size. 
A,  Male.    B,  Female.    After  Perls. 

dren.  It  is  of  a  light-brownish  or  reddish  color.  The  female  is  from  30 
to  40  cm.  long  and  from  5  to  6  mm.  thick.  The  male  is  somewhat  more 
than  half  as  large  (Fig.  62).  Both  sexes  are  pointed  at  the  ends,  the 
posterior  end  of  the  male  being 
curved  into  a  spined  hook.  The 
eggs,  from  0.05  to  0.06  mm.  in 
diameter,  are  surrounded  by  an 
albuminous  envelope  (Fig.  63  A) 
and  are  quite  resistant  to  destruc- 
tive agencies.  The  mode  of  de- 
velopment and  life  history  of  these 
parasites  are  not  very  well  under- 
stood. Their  usual  seat  in  man  is 
the  small  intestine,  but  they  may 
wander  into  the  stomach,  and  ex- 
ceptionally get  into  the  mouth, 
nose,  bronchi,  gall  passages,  peritoneal  cavity,  etc.  They  may  be  single 
in  the  gut  or  present  in  great  numbers. 

Two  other  species  of  ascaris  have  been  found  in  man.     A.  marithna 

was  found  in  the  vomit  of  a  child  in  Greenland,  in  an 
immature  condition.  A.  mystax,  a  tolerably  common 
form  in  cats  and  dogs,  has  been  found  a  few  times  in 
man.     It  is  smaller  than  A.  lumbricoides. 

Oxyuri*  vermimlaviH  (Threadworm  or  IMnworm). — 
This  species  is  very  small ;  the  female  has  a  pointed  tail 
and  is  about  1  cm.  long.  The  posterior  end  of  the  male, 
which  is  about  4  nun.  long,  is  blunt,  and  after  death 
somewhat  curled  (Fig.  64).  The  eggs  (Fig.  63  7*)  are 
produced  in  great  numbers,  are  oval,  and  about  0.052 
mm.  long.  This  parasite  is  very  common  in  children, 
and  may  be  present  in  large  numbers  in  the  colon. 
This  worm  is  known  to  infest  only  the  human  subject,  and  infection 
doubtless  occurs  by  the  ingestion  of  the  eggs,  which  are  widely  dis- 
tributed in  a  variety  of  ways  on  many  objects,  fruits,  etc. 


A.       B. 

FlO.  64.— OXYI'MS 
YKRXICULARIS. 

A,  Female.    B,  Male. 
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Strongylu*  giga*. — This  is  a  slender  red  worm,  the  female  being  some- 
times 1  metre  long  and  over  1  em.  in  diameter.  It  1ms  l>een  found 
several  times  in  the  pelvis  of  the  kidney  in  man.  It  is  more  common  in 
the  wolf,  fox,  horse,  seal,  and  some  other  animals. 

Strongylu*  hngwaginatm. — The  female  is  about  2.5  em.  long,  the  male, 
as  usual,  shorter.  It  is  of  a  yellowish-white  color,  and  has  Ihhmi  found 
once  in  the  lung  of  a  boy  in  Germany. 

Strongylm  xubtUix. — A  very  small  species  (female  5.0-7  mm.  long)  has 
Ihhmi  descril>ed  by  Loos  as  occurring  in  Egypt  in  the  human  intestine. 
But  it  is  believed  to  l>e  without  pathological  significance. 

Dovhrniun  duodenidis  ( Ankylostoma  duodenale). — The  female  is  from 
1  to  2  cm.  long,  the  male  about  1  cm.  long.  The  l>ody  of  the  "male  is 
dilated  anteriorlv  and  curved  backward.  Its  mouth  is  furnished  with 
a  chitinous  capsule  and  ehitinous  claws  and  teeth.  It  is  found  in  the 
small  intestine  of  man  in  Italy,  Switzerland,  Egypt,  and  Brazil.  The 
head  is  burrowed  into  the  mucous  membrane  of  the  hast,  and  the  animal 
is  nourished  by  the  blood  which  it  sucks  out,  and  which  is  usually  seen 
in  its  intestine.  An  ecchymosis  is  produced  at  the  point  of  attachment, 
or  even  severe  haemorrhage,  and  marked  a  mem  i  a  may  lx*  the  result  of 
the  presence  of  large  numl>ers  of  the  parasites. 

Trichocrphatu*  (lixjxtr  (Whipworm.) — The  males  and  females  are  of 
nearly  equal  size,  4  to  5  cm.  long.     A  little  less  than  one-half  of  the 

body  (the  posterior  portion)  is  about  1 
mm.  thick,  and  in  the  male  is  rolled  into 
a  flattened  spiral,  but  in  the  female  is  but 
slightly  bent.  The  anterior  part  of  the 
Inxly  is  very  slender  (Fig.  05)  and  is  em- 
lHMlded  in  the  mucous  membrane  of  the 
^    ,,     m  %  host.       The    eggs    are    elongated,     oval- 

From  the  sktn  <>f  thv  mons  wnertu.  ^  ° 

sliajKHl,  about  0.05  mm.  long  and  al>out 
one  half  as  wide,  with  a  thick  brown  capsule.  This  parasite  is  very 
common  in  some  countries,  esi>ecially  in  France  and  southern  Italy.  It 
is  commonly  found  in  the  ciwum,  usually  in  small,  but  sometimes  in 
very  large,  iiumlierH.  It  is  generally  of  little  pathological  significance, 
commonly  producing  no  symptoms.  Its  developmental  history  is  not 
well  known. 

Trichina  ttpindi*. — The  female  of  this  common  parasite  is,  in  the  ma- 
ture condition,  about  3  mm.  long,  the  male  from  1  to  1.5  mm.  long;  they 
are  filiform  in  sha|>e  and  white  in  color.  The  young  are  born  in  the 
form  of  tiny  worms  about  0.01  mm.  in  length  and  somewhat  similar  to 
the  adult  in  shajH\  Infection  occurs  in  man  from  the  ingestion  of  in- 
sufficiently cooked  jMuk.  The  muscle  of  the  diseased  pig  contains  the 
embryos  of  the  parasite  in  an  encysted  condition.  In  the  stomach  the 
capsule  of  the  worm  is  dissolved  and  the  embryos  are  set  free.  They 
very  rapidly  mature,  increasing  in  size,  and  the  females  give  birth  in 
the  small  intestine  to  very  large  numl>ers  of  young.  It  is  estimated  that 
a  single  female  may  give  birth  to  from  1,300  to  1,500  young.    These  find 
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their  way,  through  the  mucous  membrane  and  wall  of  the  gut,  into  vari- 
ous parts  of  the  body. 

The  exact  course  which  they  take  in  getting  out  of  the  gut  is  not  fully 

established;  probably  they  traverse  the  tissues  in  different  ways.     At 

any  rate,  they  find  their  way 

» ~?  S^r*      <fi"  --.  *°    'ne    voluntary    striated 

,-,./  /'   "'         \',     V^^"x         niuscle    tissue,    which    they 

i  f  '     -      'tyt,       penetrate,     and     enter    the 

/''CN^- ''" ''     i  '  '/'*'  *'    must''e    nlll'eft-      Here    they 

p,  S      /i**"''»      *,i\)~—-<Ct''/         cause »  disintegration  of  the 

JSSS^i    t-:'.*-,'      '  *    ,>'Zjiy'  f  '       contractile    substance,    and 

'  JS^'I    -J ' ff    r  *'.'//  coil  themselves  inside  of  the 

,     '  'feiA;    '      s  *-'V*  *        /  sarcoleinma.     In  this  situa- 

y'     ,  <^s'/  J  *    /'^■■~"-\^f .'■"■*/      '■  ''""   "iev   oeeo'"p  encapsu- 

•     'Wj.^   f  >(  (»'N'(- :'- L-- '; ■'$})(■     ¥$?'  lated    by   material    in    part 

.-'     //'  ,';x/   --'"^     J.  V  furnished  by  themselves,  in 

"■*■ — ^*  part  by  means  of  the  iiiUuiu- 

ri.i.  M.-TiucMis*  spiralis.  lusitory  reaction  which  their 

Th.-  parasllw  bfp  enryawd  In  muwt*.    In  one  ragauk-  Ihp    presence  induces  ill  the  COIl- 

»^it*bU.iM..Dua*Bm.ukrUterfai  rtfMaBhnl-   liecliv(J  tjSMlle  of  thp  maBde. 

The  worms  are  surrounded 
inside  the  capsule  by  granular  material  (Fig.  lid).  The  capsule  after 
a  time  becomes  partially  calcified,  and  in  this  condition  may  lie  readily 
seen  by  the  naked  eye  as  a  tiny  while  speck.  In  this  encysted  state  they 
may  remain  inactive  but  living  for  an  indefinite,  often  for  a  very  long 
time.  Most  frequently  the  cysts  contain  but  one  embryo,  but  they  may 
contain  from  two  to  four.  The  embryo  may  die  and  its  remains  become 
calcified. 

The  same  course  of  events  follows  when  the  muscle  trichina1  are  eaten 
by  the  pig  or  a  variety  of  other  animals. 

The  embryos  in  the  muscle  are  killed  by  a  temperature  of  85°  ('.  and 
by  some  of  the  methods  of  curing  pork. 

The  embryos  may  mature  and  a  new  generation  be  born  within  from 
five  to  eight  days  after  the  ingestion  of  the  diseased  meat. 

At  the  result  of  the  presence  of  these  parasites  in  the  body,  if  the 
invasion  lie  Revere,  nutrition  may  lie  impaired  and  catarrhal  enteritis, 
broncho-pneumonia,  hyperplasia  of  the  mesenteric  lymph  nodes,  and  fatty 
degeneration  of  the  liver  may  occur.  I^eueocytosis  with  a  great  increase 
in  the  number  of  eosiuophile  cells  is  common.  The  encapsulated  em- 
bryos may  lie  found  in  enormous  uumliers  in  various  voluntary  muscles 
of  the  body,  but  they  are  most  apt  to  lie  found,  when  not  very  abundant, 
in  the  muscles  of  the  neck  and  larynx,  in  the  intercostals  and  the  dia- 
phragm. They  tend  to  collect  toward  the  tendinous  extremities  of  the 
muscles.     Trichhue  also  occur  in  the  rat,  cat,  mouse,  and  other  animals. 

Filaria  mtHlinenis  (Guinea  worm). — This  is  a  thread-like  worm;  the 
female,  which  is  alone  known,  being  sometimes  as  much  as  HO  cm.  long 
and  from  0.5  to  1.7  mm.  thick.     It  is  common  in  the  East,  and  inhabits 
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the  subcutaneous  connective  tissue,  in  which  it  often  gives  rise  to  ab- 
scesses and  ulcers.  The  embryos  live  for  a  time  free  in  fresh  water,  ai;<l 
are  then  taken  up  by  a  species  of  fresh-water  crustacean,  in  whose  body 
they  undergo  further  development,  and  by  the  ingestion  of  which  the 
infection  of  the  human  subject  occurs. 

Filaria  mnguini*  homini*. — The  embryo  of  this  parasite,  which  inhabits 

the  blood  and  lymph  of  man,  especially  in  Brazil,  Egypt,  and  some  parts 

>*— ^^  of  the  Orient,  and  occasionally  occurs 

//^^^^^=r?;^^^i  -.iu^**"^      *n  *h*s  country,  is  about   0.35  mm. 

"  MXi  loll£>  rounded  anteriorly,  and  pointed 

(\Jr  at  the  tail   (Fig.  67).     It  has  about 

^-**  the  diameter  of  a  red  blood  cell.     It 

^•"'-Z^™™™^™™;*™"-  occurs,  sometimes  in  great  nunuVrs, 

in  the  blood  during  the  night  time, 
being  as  a  rule  absent  during  the  day.  It  may  occur  in  the  urine  in 
connection  with  chvluria  and  hematuria.  The  mature  female  is  from 
8  to  10  cm.  long,  and  has  l>cen  found  inhabiting  the  lymph  vessels  of 
man,  particularly  in  the  scrotum  and  lower  extremities.  Owing  to  the 
obstructions  which  it  causes  in  the  lymph  circulation,  and  to  the  local 
irritation  which  its  presence  induces,  it  sometimes  give  rise  to  lymph- 
angiectasia (edema,  abscesses,  and  ]>erhaps  elephantiasis.  One  of  the 
embryonic  stages  of  development  is  believed  to  take  place  in  the  body 
of  a  s]>ecies  of  nocturnal  mosquito.  Through  the  bodies  of  the  dead 
mosquitoes,  which  are  liable  to  fall  into  the  drinking-water,  it  is  believed 
that  the  spread  of  the  parasite  may  occur. 

There  are  several  other  species  of  filaria  occasionally  found  in  man 
which  it  is  not  necessary  to  enumerate  here.' 

Rhabdonema  HtronyyhrideH. — A  small,  filiform  worm  from  1  to  2  mm. 
in  length  is  found,  often  in  enormous  numbers,  in  the  intestines,  biliary 
and  pancreatic  ducts  of  man  in  Cochin  China  and  in  Italy,  giving  rise  to 
endemic  diarrluea.  It  has  l>een  thought  that  there  an*  at  least  two 
species,  which  have  l)een  described  under  the  generic  name  AguUhda,  but 
recent  researches  by  Leuekart  have  led  him  to  believe  them  to  l>e  differ- 
ent developmental  stages  of  the  same  form,  for  which  he  suggests  the 
above  name. 

Methods  of  Study  of  Worms. 

Filaria  sanguinis  may  Im»  preserved  by  preparing  a  smear  of  the  blood  containing  it 
on  a  slide  in  the  usual  way  (see  p.  852),  and  studied  after  staining  with  methylene  blue. 

The  larger  parasites  may  l*1  hardened  in  formalin  and  studied  whole  after  dehydra 
tion  in  alcohol  and  clearing  in  oil  of  cedar  or  origanum.     Or  sections  may  l>c  made  after 
embedding,  and  stained  and  mounted  in  the  usual  way. 

The  examination  of  muscle  for  trichina  is  often  of  great  practical  importance.  For 
this  purpose  small  pieces  of  fresh  muscle  are  squeezed  into  a  thin  sheet  between  two 
slides,  and  examined  with  a  low  power.  A  considerable  number  of  bits  of  muscle  should 
be  examined,  particularly  from  the  above-mentioned  favorite  situations.  l>efore  exclud- 
ing them  in  a  suspected  case.  l>ccausc  they  are  sometimes  present  in  small  numbers.     A 

1  For  bibliography  consult  Ijothrop  and  Pratt,  Am.  Jour.  Med.  Sciences,  vol.  cxx.. 
p.  525.  1900 
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thorough  search  is  of  especial  importance  in  the  examination  of  pork,  since,  owing  to 
the  enormous  fertility  of  the  parasites,  even  a  moderate  number  may  give  rise  to  a 
severe  infection. 

For  the  minute  examination  of  the  parasite,  bits  of  muscle  should  be  hardened  in 
Orth's  fluid  and  alcohol,  decalcified  if  necessary,  and,  after  embedding  in  celloidin,  thin 
sections  cut  and  stained  double  with  hematoxylin  and  eosin,  and  mounted  in  balsam. 
Bits  of  muscle  may  be  also  teased,  the  embryos  picked  out  with  a  needle,  and  the  cysts 
either  broken  open  under  a  lens  with  the  needle,  or  squeezed  under  the  cover  glass. 
The  embryo  worm  thus  set  free  may  be  mounted  in  a  mixture  of  equal  parts  of  glycerin 
and  picric  acid.  The  adult  forms,  which  may  be  obtained  by  feeding  rabbits  with  un- 
cooked trichinous  muscle,  and  examining  after  the  proper  interval,  may  be  hardened  in 
Orth's  fluid,  and  mounted  in  a  mixture  of  equal  pails  of  picric  acid  and  glycerin,  or 
in  the  same  mixture  which  has  been  lightly  tinged  with  eosin. 

Arthropods. 

The  scope  of  this  work  does  not  permit  us  to  enter  in  detail  into  the 
subject  of  external  parasites,  which  will  be  found  described  in  treatises 

on  diseases  of  the  skin  or  in  the  general  works  on 
parasites  referred  to  below.     But,  owing  to  their 
frequent  occurrence  and  practical  importance,  we 
may  briefly  describe  two  of  the 
more  common  forms  of  arthro- 
pods, the  "itch  insect"  and  the 
"louse." 

The  common  "itch  insect" 
—  Sarcoptes  hominis  (A  cants 
scabiei)  is  shaped  somewhat 
like  a  turtle,  with  a  chitinous 
covering,  and  presents  the  gen- 
era! appearance  seen  in  Fig. 
68.  The  female  is  about  0.45 
mm.  long,  the  male  a  little 
smaller. 
The  parasite  bores  little  tunnels  in  the  skin,  in  which  the  eggs  are  laid 
and  the  young  hatched.  After  a  few  days  these  bore  fresh  channels  in 
the  skin.  For  their  detection  a  bit  of  the  superficial  layer  of  the  skin  is 
suipped  out  with  curved  scissors,  dehydrated  and  cleared  up  with  oil  of 
cloves,  and  examined  under  a  low  power,  when  the  tunnels  and  the  para- 
sites, if  present,  will  be  readily  visible. 

The  head  louse,  Pediculm  capitis,  is  from  1  to  2  mm.  long,  the  female 
being  slightly  the  larger.  The  general  appearance  of  the  insect  is  seen 
in  Fig.  69.  * 

Method  of  Study  of  Insects. 

These,  if  small,  may  be  cleared  in  turpentine  and  mounted  in  balsam,  or  sections 
may  be  cut  after  embedding  in  paraffin. 

1  Bibliography. — Especially  to  be  recommended  for  detailed  description  of  human 
and  animal  parasites  is  the  small  work  of  Monuz,  "Traite  de  Parasitologic."  Paris.  1H5K5. 

Consult  also,  especially  for  the  forms  of  eggs  and  other  parts  of  animal  parasites 
which  may  be  found  in  the  excreta,  ton  Jak*ch\  or  Simon,  or  other  works  on  clinical 
microscopy. 
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CHAPTER   VI. 

PLANT  PARASITES. 

The  plant  parasites  of  man  belong  among  the  simplest  of  living  or 
ganisms.     Three  distinct  groups  are  of  frequent  occurrence  in  or  upon 
the  body.     These  are : 

1.  Bacteria,  or  fission  fungi  (Schizomycetes). 

2.  Yeaxt*y  or  yesust  fungi,  or  sprouting  fungi  ( Blast omycetes). 

3.  Mould*,  or  mould  fungi  (Hyphomycetes). 

The  first  group,  the  bacteria,  is  of  the  greatest  significance,  l>ecause 
it  contains  organisms  which  are  very  frequently  the  excitants  of  serious 
disease.  * 

I.  Bacteria. 

MORPHOLOGY,  PHYSIOLOGY,   AND  DISTRIBUTION. 

Bacteria  are  minute  unicellular  plants  devoid  of  chlorophyll,  multi- 
plying by  transverse  fission  and  in  some  cases  preserving  the  sj>ecies  by 
the  formation  of  spores. 

The  colorless,  sometimes  granular,  protoplasm  is  enclosed  by  a  mem- 
brane, and  some  forms  are  surrounded  by  a  transparent  capsule.     Not 

infrequently  parts  of  the  protoplasm  appear  less 

f*4^        ^^0       dense  than  the  rest,  as  if  from  variolation,  and  a 

•  iy       £\*       few  observers  have  claimed  to  demonstrate  in  cer- 

^^f\  w         tain  forms  a  nuclear  structure.     But  owing  to  their 

a  ^^WW^  minuteness,  studies  of  the  structure  of  the  proto- 

^^     \    ^^        plasm  of  bacteria  have  thus  far  led  to  but  meagre 

\      #  Sj  results. 

^^1    r  Many  of  the   bacteria,    especially   bacilli  and 

^  spirilla,    less  frequently  the  cocci,   have  hair-like 

Fni.ni.- typkai.  Forms     processes  called   fiaqella  which  are  apparently  or- 

of   Ba<tkria.    ('(mti,  Ba-       *  .  •      "_,       m  „,. 

ciLLi,  and  spirilla.  ga»s  of  locomotion  ( Fig.  1 1 ).     These  may  be  single 

or  in  tufts;  may  be  at  one  or  at  l>oth  ends  or  over 
the  general  surface.  Their  number  and  distribution  seem  sometimes  to 
be  characteristic  of  sj>ecial  forms. 

Forms  of  Bacteria. — The  various  forms  of  bacteria  may  l>e  grouped 
into  three  classes  (Fig.  70). 

1.  Spheroidal  barteria. — Cocci  or  micrococci  (singular,  coccus,'  micro- 
coccus). 

1  The  term  mirro  organ i*m  includes  all  of  these  forms  of  minute  and  lowly  plants. 
They  are  sometimes  spoken  of  collectively  ns  gtrm*  or  microl**. 
*  Pronounced  kok'-u*,  plural  kok'-m. 
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2.  Rod-like  bacteria. — Bacilli  (singular,  bacillus). 

3.  Spiral  bacteria. — Spirilla  (singular,  spirillum). 

All  straight  bacteria  which  have  one  axis  longer  than  the  other  are 
called  bacilli,  even  though  the  form  is  oval  rather  than  rod-like.  The 
ends  of  bacilli  may  be  square  or 
rounded,  and  in  stained  preparations 
in  some  cases  concave. 

While  the  cocci  elongate  a  little 
in  preparation  for  fission  and  in 
this  condition  present  a  slight  ir- 
regularity in  the  length  of  their 
axes,  and  thus  resemble  bacilli,  the 

complete   observation   of   their  life  n0.  ti.-baclli  with  fla^ella. 

cycle  rarely  permits  error  in  the  de- 
termination of  the   primary  group  to  which   a  given  micro-organism 
belongs. 

Some  bacteria  present  slight  modifications  of  the  fundamental  form 
in  certain  phases  of  their  growth  and  under  various  chemical  and  physi- 
cal conditions.  Thus  some  of  the  cocci  after  division  are  slightly  flat- 
tened on  their  contiguous  sides — biscuit -shaped;  certain  bacilli  may 
bulge  slightly  in  the  middle—  Clostridium  forms;  others  may  be  larger  at 
one  end  than  at  the  other — racket -shaped ;  bacilli  from  the  same  culture 
may  present  considerable  irregularities  in  breadth  and  size  and  length. 
The  morphology  may  differ  somewhat  under  different  growth  conditions. 
But  these  slight  variations  in  form  rarely  give  rise  to  serious  difficulty  in 
classification. 

When  the  conditions  of  life  are  unfavorable  bacteria  may  contain 
more  deeply  staining  granules  called  metachromatic  granules.  These  have 
been  regarded  by  some  as  spores,  but  they  appear  to  be  the  results  of 
cytoplasmic  degeneration.  The  less  degenerated  portions  retain  the 
stain. 

Finally,  when  bacteria  arc  placed  under  conditions  unfavorable  for 
the  maintenance  of  their  life  processes,  and  when  they  are  dead,  they  are 

often  irregularly  swollen  and  contorted  or  may 
undergo  partial  disintegration,  giving  rise  to 
what  are  known  as  u  involution  forms. " 

#fa        jm/  While  all  bacteria  are  minute  there  is  among 

IS        vW  them  considerable  diversity  in  size,  some  being 

many  times  larger  than  others.1 

Fin.  72.  ba<tkr!a  with  Cap.  ^en  the  t>^teria  are  about  to  multiply  by 

st  lk.  fission  they  elongate,  a  dividing  septum  forms, 

they  become  constricted  at  a  right  angle  to  the 

axis  of  elongation,  and  finally  two  independent  organisms  are  produced. 

The  multiplication  of  bacteria  by  fission  may,  when  the  conditions  are 

1  For  convenience  of  expression  microscopists  have  agreed  to  let  the  letter  u  stand 
for  the  word  niicromillinietre.  which  is  one-thousandth  part  of  a  millimetre.  This  unit 
of  measure,  equal  to  about  one-twenty-five  thousandth  of  an  inch,  is  often  railed  a 
micron. 
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favorable,  occur  so  rapidly  as  to  give  rise  within  a  few  hours  to  an  enor- 
mous number  of  new  individuals. 

In  many  cases,  the  new  individuals  thus  developed  fall  apart  in  a 
form  identical  with  that  of  the  parent  cell.     In  some  species,  on  the 

other  hand,  the  new -formed  indi- 
ct    /^V-^      viduals  are  prone  to  cling  together 
«fr*%     ^|      with  greater  or  less  tenacity,  thus 
f  ""\   jfc  \\  giving  rise  to  growth  aggregates 


7" 


*&% 


Fiu.  73.— Growth  augrkgates  op  Bacteria. 

1.  Diploctxvus:  2,  streptococcus;  3,  mertemopedla ; 
4,  dlplobaclllus ;  5,  tttreptobacilll ;  tt,  curved  bacilli 
forming  chains 


which  are  more  or  less  character 

istic  (Fig.  73).     Thus  among  the 

cocci  the  re  are  those  in  which  a 

large  part  of  the  new  individuals 

cling   together    in    pairs.     These 

\  jO   I  forms  are    called    diplococci.     In 

\^k    S£^7^  !  J     \      others  the  pairs  cling  together  in 

— ^^S,     *  ^^  IpTm         longer  aggregates  or  chains.    Much 

]^^^  ^^^  are  called  streptococci. 

*  A    similar  occurrence  in  the 

bacilli  gives  rise  to  diplobacUli  and 
streptobacilli.  Some  of  the  spiral 
forms  are  due  to  the  close  junction 
end  to  end  of  oppositely  curved 
segments.  Certain  long  thread-like  micro-organisms  closely  allied  to  the 
bacteria  are  called  leptothrix. 

Certain  cocci  divide  in  two  directions  at  right  angles  to  each  other, 
giving  rise  to  four  cocci  clinging  together  and  lying  in  the  same  plane. 
These  are  called  merismopedia. 

Finally  cocci  may  divide  along  three  planes  at  right  angles  to  each 
other,  giving  rise*  to  cul)oidal  packets  of  eight  germs  or  some  multiple  of 
this — such  growth  groups  are  culled  sarcina  l  (Fig.  74). 

There  is  a  family  of  filamentous  or  branching  organisms  which  are 
often  spoken  of  as  polymorphous  or  higher  bacteria,  some  of  which  may  in- 
deed  form   a   link  lietween   the  bacteria  and   the 
lower  fungi.     Such  filamentous  forms  are  more  or 
less  distinctly  segmented,  and  the  segments  may  be 
enclosed  in  a  common  sheath.     The  modes  of  re- 
production and  a  certain  socialization  of  function 
in  different   parts  of  the  filaments  which    is   fre- 
quently   present    indicate   affiliations  with  higher 
forms.     By  this  socialization  of  function  is  meant 
the  attachment  of  the  threads  at  one  end  to  the 
substance  on  which  they  grow,  and  the  formation 
at  the  free  ends  of  structures  which  ap]>ear  to  l>e 
concerned  in  the  reproduction.     Several  groups  of  these  organisms  have 
been  named,  but  few  of  them  have  as  yet  been  adequately  studied.     The 

1  Bacteria  in  masses  embedded  in  and  held  together  by  a  more  or  less  abundant 
homogeneous  material  which  they  elal>orate  are  called  zmigUm. 


••>*••««'. 


Fiu.  74.— Saiicixa. 

Showing  growth  aggregates 
in  euboldal  mawex. 
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groups  stteptothrix,  cladothrix,  crenoihrix,  leptothrix  may  be  -named. 
Among  these  the  streptothrix  is  of  most  significance  here,  since  patho- 
genic forms  are  known.  The  Streptothrix  aetinomyces,  and  closely  related 
species,  and  the  lesions  which  they  induce,  will  be  described  later. 
There  are  many  reasons  for  the  belief  that  the  forms  called  streptothrix 
and  aetinomyces  are  more  closely  related  to  the  moulds  than  to  the  bac- 
teria, but  the  scope  of  this  wrork  does  not  permit  the  discussion  of  the 
subject,  particularly  difficult  as  it  is  on  account  of  the  confusion  of 
terms  and  the  lack  of  sufficient  knowledge  of  the  life  history  of  the 
organisms  involved  (see  Actinomyces,  p.  199). 

Variations  in  Forms. — Their  apparently  simple  structure  and  the  lowly 
position  which  bacteria  occupy  in  the  scale  of  living  things  have  given 
rise  to  the  conjecture  that  marked  changes  in  form  within  the  limits  of 
the  primary  groups,  or  even  changes  from  one  primary  group  to  another, 
may  be  brought  about  by  alterations  in  environment,  food,  etc.  In  the 
early  days  of  the  exact  study  of  bacteria  this  belief  in  pleomorphism  in 
bacteria  found  ready  currency.  But  the  more  exact  study  of  separate 
forms,  which  the  new  technique  has  made  possible,  has  led  to  the  general 
acceptance  of  the  view  that  variations  do  not  occur  except  within  com- 
paratively narrow  limits,  and  that  what  we  are  accustomed  to  call  species 
of  bacteria  maintain  their  morphological  characteristics  with  tenacity 
under  the  most  varied  changes  in  environment,  even  though  these  persist 
through  the  countless  generations  which  may  pass  within  the  limits  of  a 
single  experiment.  The  physiological  characters  of  bacteria  are,  as  we 
shall  presently  see,  subject  to  wide  and  significant  variation,  but,  so  far 
as  we  can  now  see,  moiwmorphism  widely  if  not  exclusively  prevails. 

Spores. — Under  a  variety  of  conditions,  the  limitation  of  which  are 
not  very  well  understood,  new  bacteria  are  produced,  and  the  species  is 
perpetuated,  not  by  simple  division,  but  by  the  de- 
velopment of  spores.  The  most  common  mode  of 
spore  formation  is  culled  endogenous.  A  small,  shin- 
ing mass  makes  its  appearance  within  the  proto- 
plasm from  which  it  is  formed,  grows  more  and  more 
distinct,  and  finally  appears  as  a  sharply  defined 
spheroidal  or  oval,  strongly  refractile  colorless  body  F,G*  ~\^£o*L*"™~ 
surrounded  by  a  limiting  membrane  (Fig.  75),  which  The  bodies  of  the  baHiu 
can  be  separately  stained  and  may  remain  within     "*  seined  with  metby- 

in  \  r         "-i.     ir  i  i.  lene  blue,  the  spores  with 

the  old  cell  membrane  or  may  free  itself  by  rupture     fuchsiu. 
of  the  latter.     Endogenous  spore  formation  is  com- 
mon in  bacilli,  rare  in  spirilla  and  in  cocci.     The  spores  appear  to  be 
surrounded  by  a  dense  envelope,  and  are,  sis  a  rule,  much  more  resistant 
to  deleterious  agencies,  such  as  heat,  drying,  chemicals,  etc.,  than  are 
the  vegetative  forms  of  the  bacteria  themselves. 

Vacuoles  in  bacteria  are  often  mistaken  for  spores.  Spores,  when 
placed  under  favorable  conditions  in  the  presence  of  moisture  and  nutri- 
ment, swell,  l>ecome  less  refractile,  and  develop  into  the  usual  vegetative 
form.     The  actual  observation  of  this  transformation  is,   in  doubtful 
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cases,  the  only  guarantee  of  the  spore  nature  of  these*  bodies.  Another 
mode  of  sporulation — aiihrogenous — has  liecn  described,  but  its  nature  is 
not  well  understood. 

Conditions  of  Life,  Growth,  and  Multiplication. — The  bacteria  require 
for  their  nutrition  carbon,  hydrogen,  oxygen,  and  nitrogen,  and  certain 
mineral  salts.  These  they  can  obtain  from  albuminoids  and  carbohy- 
drates. Free  oxygen  is  necessary  for  the  growth  and  activities  of  some 
forms  of  bacteria  and  for  others  not. 

Those  bacteria  which  require  free  oxygen  are  called  aerobic.  Those 
which  do  not  grow  in  its  presence  are  called  anaerobic.  But  between 
these  extremes  there  are  forms  which  make  shift  to  grow  without  oxygen 
under  favorable  conditions,  though  they  make  use  of  it  when  present; 
others  grow  in  its  presence,  though  flourishing  best  in  its  absence:  these 
are  called  facultative  aerobes  or  facultative  anacrolies,  in  distinction  from 
those  first  mentioned,  which  we  call  obligate  aerolies  or  anaerobes. 

Nitrogen  maybe  obtained  by  some  bacteria  from  inorganic- salts  of 
ammonia,  from  nitrites  and  nitrates.  Bacteria  grow  best  as  a  rule  in  an 
organic  food  medium,  especially  soluble  albuminous  material  which  is 
neutral  or  slightly  alkaline.  Most  of  these  materials  are  rendered  avail- 
able as  food  by  the  action  of  enzymes— inverting,  sugar-splitting,  proteo- 
lytic, etc.,  often  given  off  by  the  organisms  and  acting  upon  the  albu- 
minous materials. 

Bacteria  are  active  only  in  the  presence  of  moisture.  When  this  and 
other  conditions  favoring  their  activity  fail  they  do  not  necessarily  die, 
but  some  forms  may  remain,  either  as  spores  or  as  fully  develojied  organ- 
isms, for  long  i>eriods  dry  and  inert,  but  capable  of  resuming  their  ac- 
tivity whenever  they  are  again  restored  to  favorable  conditions. 

Some  bacteria  are  and  some  are  not  very  sensitive  to  changes  of  tem- 
perature. At  a  temperature  below  +  5°  <\  they  are  incapable  of  marked 
activity  or  proliferation.  At  +7°  C.  a  slow  growth  has  lieen  ol>served 
in  various sjMH'ies.  Many  forms  may  remain  alive  for  long  jieriods  frozen 
in  ice,  while  some  are  not  killed  by  a  temi>eruture  of —  111°  <\  As  the 
temperature  is  raised  their  activities  increase  up  to  a  certain  point.  It 
may  be  said  in  general  that  they  are  most  active  at  about  the  tennier- 
ature  of  the  body,  although  s]>ecies  differ  considerably  in  this  respect. 
In  fluids  many  bacteria  are  killed  by  a  prolonged  exposure  to  a  teni|>ei  - 
ature  of  from  00'  to  70°  (\  or  even  less.  On  the  other  hand,  certain 
species  grow  at  a  teni]>erature  of  from  00°  to  75°  i\  Such  are  called 
thermophilic  bacteria.  When  dry  they  resist  much  higher  temperature 
than  when  moist.  All  known  bacteria,  save  a  few  very  invulnerable 
spore -forming  sj>eeies,  are  killed  by  prolonged  exposure  in  the  presence 
of  moist  in  v  to  a  temperature  of  100°  <\  The  spores  are,  as  a  rule,  more 
resistant  to  high  temperatures  than  the  bacteria  themselves,  some  having 
been  exposed,  dry,  to  a  temperature  of  140°  i\  without  destruction  of 
life.  Fluids  containing  the  spores  of  bacteria  which  resist  very  high  tem- 
peratures may  be  sterilized  by  boiling  for  a  short  time,  then  Inking  allowed 
to  stand  at  ordinary  temperatures  for  several  hours,  and  then  again  boil- 
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ing;  this  process  being  repeated  several  times.  In  this  way,  although 
the  spores  themselves  are  not  killed  by  the  heat,  the  bacteria  into  which, 
if  the  conditions  be  favorable,  they  develop  during  the  intervals  are 
killed,  so  that  finally  the  medium  is  entirely  freed  from  both  living 
spores  and  adult  bacteria. 

Strong  light  is  in  general  inimical  to  the  life  and  growth  of  bacteria, 
and  by  direct  sunlight  many  forms  are  readily  killed. 

Motility. — Some  bacteria  are  capable  of  performing  rapid  movements, 
others  are  not ;  and  the  same  form  may  be  at  one  time  motile  and  at 
another  iinmotile,  depending  upon  external  conditions.  Movement  is 
largely  confined  to  the  rod-like  and  spiral  forms,  but  has  been  observed 
in  the  spheroidal. 

It  has  been  shown  that  certain  of  the  motile  bacteria,  when  suspended 
in  fluids,  are  attracted  toward,  or  repelled  from,  dissolved  chemical  sub- 
stances. This  is  called  chemohixix  (see  p.  Ill ),  and  it  is  termed  positive 
or  negative  according  as  the  organisms  are  attracted  or  rei>elled. 

Germicides. — Certain  chemical  agents,  when  brought  into  contact  with 
bacteria,  greatly  reduce  their  activities  or  destroy  their  life  altogether; 
but  different  species  differ  greatly  in  their  capacity  of  resistance  to 
these  agents.  The  spores  of  certain  bacteria  are  exceedingly  resistant, 
much  more  so  than  the  bacteria  themselves,  to  the  action  of  disinfecting 
agents.  Among  the  chemical  substances  commonly  used  as  disinfectants 
may  l>e  mentioned  formalin,  carbolic  acid,  and  especially  solutions  of 
corrosive  sublimate,  which  is  very  inimical  to  the  life  of  most  bacteria 
and  their  spores,  even  in  extremely  dilute  solutions. 

The  Distribution  and  Role  of  Bacteria  in  Nature;  Metabolism,  etc. — 
The  bacteria  play  a  very  important  role  in  nature  in  virtue  of  their  power 
of  feeding  upon  and  decomposing  dead  organic  material.  A  part  of  the 
new  chemical  compounds  which  are  thus  formed  may  be  used  by  the  bac- 
teria for  the  purposes  of  their  own  nutrition  and  growth,  while  the  rest 
are  set  free  to  serve,  sooner  or  later,  as  food  for  other  forms  of  plants  or 
animals.  In  the  decompositions  which  are  brought  about  in  nature  by 
the  bacteria  those  compounds  of  nitrogen  and  carbon  dioxide  are  set  free 
which  are  essential  for  the  nutrition  of  the  higher  plants. 

Without  the  activities  of  bacteria,  life  could  not  \w  long  maintained 
upon  the  earth,  since  the  necessary  carbon,  hydrogen,  oxygen,  and  nitro- 
gen would  soon  be  permanently  locked  up  in  unavailable  form  in  organ- 
ized material. 

Through  the  action  of  the  various  nitrifying  bacteria  in  the  soil,  am- 
monia is  decomposed  with  the  formation  of  water  and  nitrous  acid ;  nitrous 
is  converted  into  nitric  acid.  The  so-called  denitrifying  bacteria  reduce 
nitrates  to  ammonia  and  to  nitrites.  In  these  ways,  among  others,  water 
percolating  through  the  soil  may  be  freed  from  objectionable  organic 
compounds. 

A  large  number  of  complex  chemical  substances  are  elaborated  dur- 
ing the  growth  of  bacteria,  their  nature  varying  with  the  species  of  bac- 
teria and   the  composition   of  their   nutrient    material.     Some  of  the 
10 
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chemical  compounds  set  free  by  the  growing  bacteria  are  bad-smelling 
or  aromatic;  some  are  inert  and  harmless  substances;  some  are  powerful 
poisons,  and  may,  when  they  have  accumulated  in  the  fluids  where  they 
grow,  inhibit  activity  and  growth  or  even  destroy  the  bacteria  which 
have  produced  them. 

Fermentations  and  putrefactions  are  due  to  the  activities  of  micro- 
organisms, some  to  bacteria,  some  to  yeasts,  some  to  moulds.  Putrefac- 
tion is  a  form  of  fermentation  in  which  nitrogenous  compounds  are 
decomposed  by  micro-organisms  setting  free,  especially  in  the  absence  of 
oxygen,  bad-smelling  substances. 

Bacteria  which  induce  fermentation  are  called  zymogenic — and  each 
species  induces  fermentation  of  a  particular  character  in  the  presence  of 
a  special  substance,  as  glucose,  or  members  of  a  certain  class  of  substances 
such  as  carbohydrates.  Some  of  these  fermentations  are  important  in  the 
arts;  some  are  concerned  in  the  changes  which  food  products  undergo 
under  natural  or  artificial  conditions,  such  as  the  development  of 
koumyss  from  milk  and  the  common  butyric,  lactic,  alcoholic,  and  other 
fermentations. 

The  chemical  changes  which  are  induced  by  micro-organisms  in  the 
process  of  fermentation  are  extremely  complex  and  little  understood. 

Bacteria  may  develop  in  their  metabolic  activities  soluble  ferments 
or  enzymes  of  various  kinds  resembling  diastase,  pepsin,  trypsin,  rennet, 
etc.  These  may  remain  in  the  bacterial  cell  or  may  be  diffused  into  the 
surrounding  media. 

Many  bacteria  form  pigments  as  they  grow  (ehromogenic  bacteria). 
This  pigment  may  be  develo]>ed  in  or  upon  the  germs  themselves  or  may 
l>e  diffused  through  the  surrounding  media  and  may  be  developed  only 
in  the  presence  of  light,  oxygen,  etc.  Gas- producing  bacteria  are  called 
aerogenie.  Certain  species  when  growing  in  masses  emit  a  phosphor- 
escent light — photogenic  bacteria. 

Certain  of  the  basic  chemical  compounds  resembling  the  vegetable 
alkaloids,  which  art*  formed  by  the  action  of  bacteria  in  organic  matter, 
are  called  ptomalnx.  *  The  chemical  substances  produced  by  certain  forms 
of  bacteria  are  of  practical  importance  localise  they  induct*  deleterious 
effects  in  many  of  the  infectious  diseases;  these  are  called  torin*.  Com- 
plex proteid  ImmUcs  may  be  produced  during  the  growth  of  bacteria; 
these  may  In*  in  part  set  free,  in  part  assimilated  in  the  bacterial  cell 
protoplasm.  These  proteid  bodies  belong  in  part  to  the  albumins,  in 
part  to  the  albumoscs,  while  some  of  them  resemble  the  peptons.  Many 
of  them  seem  to  l>e  most  potent  factors  in  the  induction  of  the  phe- 
nomena and  lesions  of  the  infectious  diseases.  The  poisonous  albumi- 
nous substances  produced  in  the  body  by  the  growth  of  certain  disease- 
producing  bacteria  are  called  toxalbumins.  These  may  also  be  produced 
in  culture  media. 

Bacteria  are  widely  distributed  in  the  air,  in  water,  and  in  the  super- 

1  /stroma ins  are  basic  products  produced  in  the  tissues  of  living  animals  by  cell 
metabolism. 
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ficial  layers  of  the  soil,  where  they  may  be  present  in  enormous  numbers. 
They  are  especially  abundant  among  the  habitations  of  man,  or  wherever 
under  favorable  conditions  of  moisture  and  temperature  animal  or  vege- 
table substances  are  undergoing  decay.  They  cling  tenaciously  to  moist 
surfaces,  but  when  dried,  and  especially  when  dried  upon  comminuted 
material,  they  may  float  in  the  air  as  dust.  In  quiet  air  they  gradually 
settle  with  other  forms  of  dust  on  to  horizontal  surfaces,  and  thus  in 
closed,  still  rooms  the  bacteria-laden  air  may  in  a  few  hours  almost  wholly 
free  itself  of  its  living  contaminations  by  a  process  analogous  to  sedimen- 
tation in  water. 

This  widespread  transportation  of  bacteria  as  dust  by  moving  air,  and 
the  spontaneous  cleansing  of  the  latter  by  the  settlement  of  the  germs,  are 
important  factors  in  the  sanitary  problems  which  the  complex  conditions 
of  modern  life  present. 

While  bacteria  may  live  for  long  periods  in  the  dried  state  in  dust 
they  do  not  in  this  condition  multiply.  But  the  upper  three  or  four  feet 
of  the  soil  forms  the  great  abiding,  and  when  moist  the  breeding,  place 
of  the  myriads  of  germs  which  are  concerned  in  the  salutary  work  of 
food  preparation  for  higher  plants.  Large  numbers  of  mould  spores  are 
frequently  mingled  with  the  bacteria  in  dust  and  soil. 

Surface  waters  almost  always  contain  bacteria,  which  may  have  en- 
tered by  aerial  dust  or  from  the  wash  of  adjacent  soil  or  from  direct 
human  or  animal  contamination.  Many  bacteria  find  in  water  favorable 
conditions  of  life  and  flourish  on  what  to  other  forms  would  be  but  scanty 
nutriment.  Many  pathogenic  bacteria  may  remain  alive  for  considerable 
periods  in  water,  but  they  do  not  usually  thrive  there. 

The  water  which  in  many  places  lies  in  hollows  of  the  rocks,  bathing 
the  deeper  layers  of  the  soil  or  gathered  in  caverns  and  recesses  beneath, 
is  called  ground  water.  This  under  favorable  conditions  is  almost  wholly 
free  from  micro-organisms,  these,  through  the  complex  process  of  filtra- 
tion, germ  metabolism,  etc.,  which  go  on  in  the  upper  soil  layers,  having, 
together  with  inorganic  contaminations,  been  largely  retained  or  trans- 
formed as  the  surface  water  has  slowly  sought  the  lower  levels. 

The  Relationship  of  Bacteria  to  Other  Living  Beings. — So  far  as  we 
know,  with  few  exceptions  the  bacteria  whose  natural  habitat  is  the  soil 
or  air  or  water  are  not  under  usual  conditions  harmful  to  man.  On  the 
other  hand,  it  is  germs  from  the  bodies  of  men  or  animals  who  are  the 
victims  of  infectious  disease,  gaining  access  in  one  way  or  another  to 
these  great  reservoirs  and  sources  of  distribution,  which  occasionally  ren- 
der the  bacterial  flora  of  soil,  and  air,  and  water  of  direct  personal  sig- 
nificance to  man. 

It  will  be  seen  from  what  has  been  said  about  bacteria  and  their  vari- 
ous modes  of  life  that  some  live  in  or  upon  and  at  the  expense  of  other 
living  beings — the  hosts — these  are  parasites.  Others  which  live  and 
grow  apart  from  a  living  host  are  called  saprophyte*.  In  either  class  there 
are  forms  which,  through  the  capacity  of  adapting  themselves  to  their 
environment,  can  maintain  at  one  time  a  parasitic,  at  another  a  sapro- 
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phytic  life.  Such  germs  are  called  respectively /aeitfta/uv?  parasites  or 
facultative  saprophytes.  Those,  on  the  other  hand,  whose  life  is  strictly 
limited  to  the  parasitic  or  saprophytic  condition  are  called  obligatory 
parasites  or  saprophytes. 

Not  all  the  bacteria  which  live  in  or  upon  the  bodies  of  men  and 
animals  are  in  the  stricter  seuse  parasites.  The  terms  messmate*  and 
commensals  have  been  applied  to  such  organisms  as  simply  live  with,  but 
do  not  necessarily  derive  nutriment  from,  the  host. 

In  some  cases  parasitic  life  on  the  part  of  the  micro-organism  may 
contribute  to  the  welfare  of  the  host.  This  is  the  case  in  some  bacteria 
which  live  upon  the  roots  of  certain  leguminous  plants,  and  to  whose 
nutrition  they  contribute  by  rendering  atmospheric  nitrogen  directly 
a  vail  able  for  the  host.     This  condition  of  life  is  called  symbiosis. 

Species  and  Varieties. — As  has  already  been  indicated,  the  morpho- 
logical characters  of  bacteria  are  so  little  subject  to  permanent  variation 
under  the  widest  diversity  in  the  conditions  to  which  they  are  subject 
that  we  are  justified  iu  the  belief  in  fixed  species.  But  so  susceptible  to 
external  condition  are  the  functional  activities  of  many  species  that  not 
only  is  the  occurrence  of  what  may  be  called  varieties  within  specific 
limits  frequent  under  natural  conditions,  but  more  or  less  permanent 
variations  may  be  experimentally  produced. 

Almost  all  of  the  functional  activities  of  bacteria  upon  which  we  rely 
as  descriptive  characters  may  be  exj>erimentally  altered;  thus  the  color- 
producing  capacity  may  be  diminished,  the  peptonizing  and  fermentative 
activities  lowered,  the  pathogenic  powers  reduced  or  exalted,  and  even 
the  capacity  for  spore  formation  may  Ik?  abolished. 

These  more  or  less  |>ermanent  modifications  of  function  in  bacteria 
may  Ik?  induced  by  artificial  cultivation  under  adverse  conditions  of  tem- 
perature and  nutrition,  by  the  presence  of  deleterious  chemical  agents, 
antiseptics,  etc.,  or  by  association  with  the  body  cells  and  juices  in  sus- 
ceptible or  insusceptible  animals. 

CLASSIFICATION  OF  BACTERIA. 

The  beginning  of  the  systematic  study  of  bacteria  by  exact  and  re- 
liable methods  is  of  such  recent  date,  they  are  so  minute,  and  our  present 
optical  apparatus  reveals  so  few  differential  morphological  characters 
beyond  the  limits  of  the  three  primary  classes  already  mentioned,  and  so 
few  withal  of  the  many  existing  forms  have  as  yet  been  studied,  that  a 
satisfactory  classification  or  nomenclature  of  the  bacteria  is  not  yet  pos- 
sible. 

Outside  of  the  limit  of  the  primary  classes  alKwe  descrilK*d  and  Iwised 
upon  the  shape,  we  are  obliged  to  use  for  the  purposes  of  identification 
and  description  the  results  of  physiological  activities  which  the  special 
forms  of  bacteria  display  when  plsieed  under  diverse  and  usually  entirely 
artificial  conditions  of  food,  teni|>erature,  and  general  environment.  It 
is  evident  from  this  condition  of  affairs  that  what  in  our  attempts  at 
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classifications  we  are  wont  to  call  genera  and  species,  are  not  such  in  the 
strict  sense  in  which  these  terms  are  used  in  other  domains  of  biology. 
That  which  corresponds  to  the  generic  name  in  the  more  exact  vocab- 
ularies is  in  ours  usually  the  growth  form  which  indicates  the  primary 
class  to  which  the  germ  belongs,  as  coccus,  bacillus,  or  spirillum,  or  some 
growth  modification  of  this,  as  diplococcus,  streptococcus,  streptobacillus, 
and  the  like.  To  this  is  usually  appended  a  more  or  less  distinctive 
specific  name,  which  ordinarily  indicates  some  noteworthy  physiological 
capacity  of  the  germ,  such  as  its  peptonizing  power,  the  pigment  which 
it  elaborates,  some  prominent  chemical  reaction  which  it  initiates,  some 
marked  effect  upon  an  artificial  culture  medium,  its  disease-producing 
power  in  men  or  animals,  or  some  fact  about  its  habitat,  or  the  situation 
in  which  it  was  found.  All  of  these  and  other  heterogeneous  character- 
istics, largely  functional,  which  may  be  developed  under  natural  or  arti- 
ficial conditions,  constitute  data  in  the  life  history  of  germs  upon  which 
the  classification  and  nomenclature  of  bacteria  are  at  present  based. 

As  examples  of  names  of  bacteria  thus  derived  may  be  cited  Micro- 
coccus lutcuSy  Diplococcus  lanceolatus,  Sarcina  vcntrieuli,  Bacillus  acidi  lac- 
tici,  Spirillum  cholerce  Asiaticce. 

Notwithstanding  the  value  of  this  principle  of  grouping  and  nomen- 
clature, its  inadequacy  even  for  temporary  use  is  becoming  painfully 
evident  as  research  proceeds,  partly  because  of  the  large  variations  to 
which  physiological  activities  are  liable,  and  partly  because  we  cannot 
sharply  distinguish  between  races,  varieties,  and  species. 

It  is  not  yet  possible  to  say  whether  it  will  ever  be  practicable  in  this 
limited  field  of  lowly  life  to  draw  such  exact  distinctions  between  genera 
and  species  as  is  possible  among  higher  organisms. 

Methods  of  Morphological  Study  of  Bacteria. 

The  simplest  mode  of  studying  bacteria  is  to  examine  them  either  in  the  fluids  in 
which  they  grow  or  in  one-half-per-cent  salt  solution.  For  the  study  of  many  of  the 
phenomena  of  life  this  method  is  important. 

This  may  be  accomplished  by  the  examination  of  a  thin  layer  of  the  fluid  under  a 
cover  slip,  in  the  usual  way;  or  a  small  drop  may  be  placed  on  the  cover  slip  and  this 
inverted  on  a  hollow  slide  so  that  the  observation  is  made  in  the  hanging  drop.  A 
streak  of  vaselin  painted  around  the  edge  of  the  cover  will  prevent  evaporation  of  the 
fluid. 

Staining. — By  far  the  most  important  aid  in  the  morphological  study  of  the  bac- 
teria is  derived  from  the  use  of  staining  agents.  Most  of  the  bacteria  are  stained  more 
or  less  readily  by  one  or  more  of  the  basic  anilin  dyes.  The  ease  with  which  they  are 
colored  varies  considerably  in  different  species  and  with  the  different  dyes.  The  tissue 
elements,  and  a  variety  of  other  materials  with  which  the  bacteria  may  be  associated, 
also  stain  more  or  less  readily  at  the  same  time;  but  most  of  these  part  with  their  color 
more  readily  than  do  the  bacteria  on  being  treated  with  alcohol  or  dilute  acids.  It  is 
thus  possible  to  obtain  a  differentiation  in  color  between  bacteria  and  other  structures. 
The  bacteria,  moreover,  differ  among  themselves  in  respect  to  the  tenacity  with  which 
they  hold  their  stain  in  the  presence  of  decolorizing  agents,  and  upon  this  fact  is  based 
one  of  the  important  methods  of  distinguishing  between  different  species. 

Among  the  anilin  dyes  more  commonly  employed  for  bacteria  staining  may  be 
mentioned  fuchsin  and  methylene  blue.     A  saturated  alcoholic  solution  of  these  dyes 
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should  be  kept  in  tightly  stoppered  bottles,  and  from  these  the  more  dilate  solutions 
required  foi  staining  may  be  prepared.  For  ordinary  purposes  one  part  of  alcoholic 
solution  of  fuchsin  or  methylene  blue,  added  to  twenty  parte  of  water,  will  give  a 
staining  solution  of  suitable  strength. 

Special  stains  and  modes  of  staining,  such  as  are  necessary  for  some  forms  of  bac- 
teria—the tubercle  bacillus,  for  example— will  be  described  under  the  appropriate  head- 
ings. 

To  Stain  Bacteria  in  Fluids.— A  small  drop  of  the  fluid  is  placed  on  a  clean  cover 
glass,  spread  a  little  with  a  needle,  and  dried  by  gentle  heat.  The  cover  glass  is  now 
held  with  the  forceps,  specimen  side  up,  and  passed  moderately  rapidly  three  times 
through  the  flame  of  an  alcohol  lamp  or  Bunsen  burner.  The  material  on  the  cover 
should  not  be  burned.  This  heating  not  only  fixes  the  contents  of  the  fluid  firmly  on 
to  the  glass  so  that  it  will  not  easily  soak  off,  but  renders  insoluble  any  albuminous 
materials  which  may  be  mixed  with  the  bacteria,  and  which  might  otherwise  interfere 
with  subsequent  examinations  by  forming  granular  precipitates. 

A  drop  of  the  aqueous  staining  fluid  is  now  put  on  to  the  dried  specimen  on  the 
cover  glass,  and  if  this  be  held  in  the  forceps  and  tilted  slightly  up  and  down  a  few 
times  so  as  to  bring  fresh  portions  of  the  staining  fluid  into  contact  with  the  bacteria, 
the  staining  will  usually  be  completed  in  two  or  three  minutes.  The  stain  is  now 
washed  off  with  a  jet  of  water  from  the  wash  bottle,  and  the  specimen  is  either  mounted 
in  a  drop  of  water  for  temporal1}''  study,  or  the  washing  water  is  drained  off  and,  after 
drying  in  the  air,  it  is  mounted  directly  in  balsam.  It  is  well  to  use  balsam  which  has 
been  softened,  when  this  is  necessary,  with  oil  of  cedar  or  xylol  rather  than  with  chloro- 
form, since  this  is  apt  to  decolorize  the  bacteria.  Solid  cultures  of  bacteria  should  be 
mixed  with  a  little  water  and  spread  on  the  cover  glass  before  drying  and  staining. 

Gram's  method  (see  below)  is  often  useful  and  in  some  cases  almost  indispensable  for 
the  differential  staining  of  bacteria.1 

To  Stain  Bacteria  in  Tissues. — The  tissues  should  be  well  hardened  in  alcohol. 
Thin  sections  are  placed  in  the  above  described  aqueous  coloring  solutions,  where  they 
may  remain  from  five  to  fifteen  minutes.  In  some  cast's  a  much  longer  staining  is  nec- 
essary. Gentle  wanning  (40°  to  50°  C.)  will  hasten  the  staining.  The  entire  tissue  as 
well  as  the  bacteria  is  in  this  way  deeply  colored.  The  sections  are  rinsed  with  distilled 
water  and  then  placed  in  alcohol.  This,  with  varying  degrees  of  rapidity  with  differ- 
ent stains  and  tissues,  gradually  extracts  the  color  from  the  tissue,  most  slowly  from 
the  nuclei.  The  time  required  and  the  exact  degree  of  decolonization  to  l>e  sought  for 
must  be  learned  by  experience  in  different  cases.  Sometimes  five,  sometimes  thirty 
minutes  are  required,  sometimes  only  a  few  seconds.  It  is  often  necessary,  and  the 
decolorizing  of  the  tissue  is  thereby  hastened,  to  add  a  few  drops  of  acetic  acid  to  the 
alcohol.  When  acetic  acid  is  used  it  should  be  finally  thoroughly  washed  out  by  alco- 
hol. The  specimens  are  now  cleared  up  by  oil  of  origanum  and  mounted  in  balsam. 
In  specimens  prepared  in  the  above  way.  the  nuclei  of  cells  usually  retain  to  some  ex- 
tent a  color  similar  to  that  of  the  bacteria,  but  their  size  and  shape  serve  for  the  differ- 
entiation. 

Oram's  Method. — This  is  a  much  more  generally  useful  method  of  staining  tmcteria 
in  the  tissues  than  that  just  given,  although  not  in  all  cases  applicable.  The  sections 
are  stained  for  from  two  to  four  minutes  in  auilin-gentian'tiolrt  solution,  prepared  by 
adding  1  c.c.  anilin  oil  to  20  c.c.  distilled  water,  shaking  thoroughly,  and  filtering 
off  the  excess  of  anilin  oil  through  a  moistened  paper  filter.  To  the  clear  filtrate  satu- 
rated alcoholic  solution  of  gentian  violet  is  added  in  the  proportion  of  about  1  of  the 
dye  to  10  of  the  anilin  solution. 

From  the  staining  solution  the  sections  are  transferred  to  a  solution  of  iodin  in 
potassium  iodki  and  water  (I  1.0— KI  2.0—  H,(>  800.0),  remaining  from  one  to  three 
minutes,  when  they  are  transferred  to  strong  alcohol;  this  should  be  changed  two  or 
three  times  so  as  to  dehydrate  the  specimen,  which  at  the  same  time  will  lose  much  of 
its  color.     The  section  is  cleared  in  oil  of  origanum  to  which  a  little  eosin  has  l>een 

1  For  the  methods  of  staining  spores  see  special  works  on  bacteriology. 
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added,  and  mounted  in  balsam.  In  specimens  prepared  in  this  way  the  bacteria  and 
some  of  the  nuclei  are  violet,  the  remainder  of  the  tissue  is  red. 

In  this  as  in  other  methods  of  staining  bacteria  in  tissue  the  sections  are  liable  to 
shrivel  and  curl.  This  may  in  many  cases  be  avoided  by  fixing  the  sections  on  to  the 
cover  slip  with  albumen  fixative  (see  page  52)  before  the  staining  begins,  carrying 
cover  glass  as  well  as  section  through  the  subsequent  processes.  Since  some  bacteria 
are  decolorized  by  Gram's  method  it  is  not  applicable  to  the  staining  of  all  organisms  in 
tissues.  It  is  often  a  valuable  aid  in  the  differentiation  and  identification  of  species  with 
similar  morphology — and  in  some  instances,  as  in  the  staining  of  gonorrheal  pus,  has  an 
especial  diagnostic  value  (see  page  194). 

Weigert's  Modification  of  Oram's  Method. — The  sections  are  laid  for  half  an  hour  in 
the  anilin  gentian- violet  solution  prepared  as  above,  then  rinsed  off  in  three-quarter- 
per-cent  salt  solution,  and  spread  on  a  slide.  They  are  now  dried  with  blotting-paper 
and  covered  for  two  minutes  with  the  iodin  solution.  The  iodin  solution  is  now  washed 
off  in  the  water,  the  section  dried  with  blotting-paper,  and  decolori/.ed  with  anilin  oil 
or  a  mixture  of  2  parts  of  anilin  oil  and  1  part  of  xylol,  several  times  renewed.  Finally 
the  sections  are  cleared  in  xylol  and  mounted  in  l)alsam. 

In  many  cases  it  is  well  to  accomplish  a  double  staining  by  a  preliminary  contrast 
stain.  Thus,  before  the  use  of  Weigert's  modification  of  Gram's  stain  the  sections  may 
be  put  for  half  an  hour  in  a  solution  of  picro-carmin,  then  rinsed  in  water  and  stained 
as  above.    By  this  modification  of  Gram's  method  fibrin  is  deeply  stained. 

Loffier's  alhiline-methylene-bhie  solution  is  a  very  valuable  and  powerful  stain  for 
bacteria,  either  in  fluids  or  in  tissues. 

It  consists  of — 

Saturated  alcoholic  solution  of  methylene  blue,  .        .        .30  parts. 
Aqueous  solution  of  caustic  potash  1: 10, 000,       .        .        .  100 

For  staining  bacteria  in  tissues  the  stain  is  allowed  to  act  for  a  few  minutes.  The 
section  is  then  put  for  a  few  seconds  in  one-half-per-cent  acetic  acid,  then  rinsed  in 
water,  and  the  superfluous  color  removed  from  the  tissue  by  repeated  rinsing  in  alco- 
hol, which  at  the  same  time  dehydrates  it.  Then  it  is  cleared  with  oil  of  cedar  and 
mounted  in  balsam.  Care  should  be  taken  not  to  remove  too  much  color  with  the 
alcohol. 

It  should  always  be  borne  in  mind  in  staining  the  bacteria  that  great  exactness  is 
not  usually  necessary  either  in  the  strength  of  the  coloring  solutions  or  in  the  time  of 
exposure  of  the  bacteria  to  them.  We  are  seeking  for  certain  effects — namely,  the 
staining  of  the  germs — and  this  depends  not  only  upon  the  quality  and  strength  of  the 
dye,  the  time  of  exposure,  etc.,  but  also  upon  the  nature  of  the  bacterial  species  and  its 
conditions  at  the  time  the  staining  is  undertaken.  Thus  it  not  infrequently  happens 
that  bacteria  which  will  stain  readily  and  deeply  with  a  given  solution  when  they  are 
in  a  condition  of  active  growth,  may  be  scarcely  at  all  colored  if  they  have  been  dead 
or  inactive  for  a  long  time,  although  their  outward  shape  appears  to  be  unchanged. 
So  it  should  be  remembered  that,  while  there  is  little  difficulty  in  most  cases  in  staining 
the  bacteria,  the  operation  is  not  one  of  mere  routine,  but  requires  intelligent  attention 
to  the  particular  conditions  of  the  species  in  hand. 

For  the  recognition  and  study  of  bacteria  the  best  optical  apparatus  is  requisite. 
An  homogeneous  immersion  lens  (at  least  one-twelfth)  and  the  Abbe  condenser  are  in- 
dispensable for  ordinary  work. 

Artificial  Cultivation  of  Bacteria. 

For  the  complete  investigation  of  the  different  forms  of  bacteria,  particularly  in 
their  relations  to  disease,  we  must  isolate  them  so  as  to  be  able  to  study  their  life  his- 
tory and  the  effects  of  their  inoculation  into  healthy  animals.  It  has  long  been  known 
that  bacteria  could  be  cultivated  in  a  variety  of  artificial,  so-called  "nutrient  media"  or 

• 

soils.     Fluids  were  formerly  used  for  this  purpose,  but  it  is  very  difficult  to  separate 
single  species  in  fluids.     Robert  Koch  introduced,  a  few  years  ago.  a  technical  improve- 
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incut  of  great  value  in  tlic  iu»  of  solid  media  for  tin-  cultivation  of  bacteria.  The; 
usually  grow  within  or  upon  the  surface  of  the  solid  nutrient  media  In  sharply  circuni 
scribed  masses,  called  colonic*,  and  different  species  may  grow  side  by  side  in  the  sam 


receptacle  for  considerable  periods  witiiout  in  the  slightest  degree  Interfering  with  one 
another  or  tending  to  mix.  The  mode  of  growth  and  general  appearances  of  the  pro- 
liferating bacterial  masses  on  Ihc  solid  medium  often  present  very  characteristic  differ- 
ences between  different  forms,  and  thus  not  only  furnish  valuable  means  of  identifying 
B|Mi-ies.  but  render  possible  an  early  delect  Ion  of  contamination  from  chance  admixture 
of  species.  A  given  species  of  bacteria  may  be  cultivated  through  a  series  of  genera- 
lions  by  transferring,  with  proper  precautions,  a  minute  portion  from  a  growing  colony 
to  a  fresh  surface  of  sterilized  soil.  After  cultivation  through  several  generations  the 
species  may  be  presumed,  ami  by  micro- 
scopical examinations  proved,  to  be  en- 
tirely pure,  and  the  etTccts.  If  any.  pro- 
duccd  by  its  inoculation  Into  healthy 
animals,  to  be  due  to  it  alone. 

Tim  Cri.TiUK  Sibstances. — There 
are  many  culture  media,  some  of  which 
are  best  suited  for  one,  sonic  for  another 
species  of  Imcteria.  Those  most  com- 
monly  used  are  meat  broth  (Ixiuillon), 
broth  rendered  solid  by  gelatin  or  agar- 
agar  (called  "nutrient  gelatin"  or  "nu- 
trient ngar"r,  bulled  potatoes,  milk, 
coagulated  blood  scrum,  pleuritic  "chest 
scrum,"  or  other  transudates  into  the 
serous  cavities.  Glucose  is  often  added 
to  the  media  for  special  purposes,  and 
the  incorporation  of  litmus  serve*  to 
mark  the  formation  of  acids  or  alkalies 
as  the  result  of  Iwcteriul  metabolism. 
Various  special  forms  of  artificial  media 
methods  of  preparing  culture  media  0011- 
AtboH'w" Principles  of  Bacteriology"  or 
ry.")    These  various  forms  of  media  arc 


■null  p. 1 1 tli id  nt  Uf  eulluie.  ¥lg. 
others  trf  »  different  nprrln  sre  lsrge  and  spread  lmr. 

are  also  employed.  (For  the  details  (if  the 
suit  special  works  on  bacteriology,  such  as 
Ant'*  "Bacteriology  in  Medicine  a nd  Surjp 
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est-tubes  plugged  with  cotton  (Fig. 

78)  and  c 

»refully 

— Let  us  we  bow  tlie  nutrient  media 

re  used  i 

study 

placed  in  small    quant 
sttriUccd  by  heat. 

Tut  Study  of  Ci 
log  i In-  bacteria, 

In  the  lii'jil  place,  il  is  neocsHiirv  to  if'l  from  llii'  various  mixtures  of  several  species, 
U  ilii*v  hit  apt  to  occur  in  nature  nr  in  diseused  parts,  single  species  growing  by  them- 
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1  or    JUCTXBIA    ON    PciTATU. 

selves,  so  that  llicir  lift  history  and  eh  unit  tela  limy  be  studied  in  detail  To  show  by 
an  example  how  this  is  done,  we  will  suppose  that  we  have  a  sample  of  milk  containing 
bacteria,  and  wish  to  leam  how  many  there  are  and  of  wliat  species,  and  to  get  them 
into  separate  receptacles  for  study.  We  melt  the  nutrient  gelatin  or  agar  iu  one  of 
the  test  tubes,  which  W8  know  to  contain  no  living  bacteria— becauae  we  Lave  atari) - 
i/.ed  licit h  the  tube  and  its  contents  by  heat— and  add  to  it  a  measured  volume,  usually 
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0.01  c.c,  of  the  milk,  and  mil  them  by  gentle  Blinking;  we  now  take  a  shallow  covered 
glass  dish  called  a  Petri  piste  (see  Pig.  76),  which  baa  been  sterilized  by  heat,  lay  it 
upon  a  cold  surface,  and  pour  out  the  mixture  of  milk  and  nutrient  gelatin  in  a  thin 
layer  upon  it.  When  the  gelatin  solidifies,  the  invisible  germs  which  the  milk  contained 
are  caught  and  held  in  position  by  It,  and  if  the  whole  be  now  set  away  in  a  sufficiently 
warm  place  the  living  bacteria  will  presently  commence  to  grow. 

After  a  few  hours  or  days,  from  each  one  of  the  single  living  bacteria  scattered 
through  the  gelatin  so  many  new  germs  may  have  developed  Ihat  they  form  a  mass, 
called  a  colony,  large  enough  to  be  visible  to  the  naked  eye.  As  different  species  grow 
in  different  ways,  some  giving  rise  to  colonies  of  one  shape  or  outline,  some  to  another; 
some  forming  colored  colonies,  some  fluidifying  the  gelatin,  some  growing  much  more 
rapidly  than  others  (see  Pig.  TT),  we  can  usually  recognize  the  difference  in  species 
either  with  the  naked  eye  or  under  the  microscope,  and  with  a  fine,  sterilized  platinum 
needle  can  pick  out  portions  of  the  different  colonies  and  transfer  them  to  the  tubes  nl 
nutrient  media  of  one  kind  or  another  which  we  have  prepared,  and  study  their  growth 
there  in  the  form  of  pure  cultures. 

The  transfer  of  the  germs  to  the  tubes  is  made  by  plunging  the  needle  which  has 
touched  the  plate  colonies  down  into  the  gelatin  or  agar,  or  drawing  it  over  the  surface 

of  the  potato  or  agar  (Pigs.  78,  79,  and  HO). 

This  is  called  inoculating  the  culture  media. 
Not  infrequently  it  is  necessary  to  use  the 

agar  culture   medium   instead   of   gelatin   for 

T  plate  cultures,  because  many  disease-producing 

forms  of  germs  do  not  grow  at  a  temperature 
below  tliat  of  the  body,  at  which  gelatin  fluid- 
ities. 
In  many  cases,  especially  in  agnr  plate 
cultures,  the  material  to  be  studied  in  spread 
in  very  thin  streaks,  with  a  sterilized  platinum 
needle,  over  the  surface  of  the  already  cooled 
nutrient  film,  the  colonies  developing  along  the 
surface  streaks  (sit  Pig.  81). 
AnaCntbic  germs  may  be  cultivated  in  an 
atmosphere  of  hydrogen,  the  air  in  the  closed 
culture  receptacles  being  replaced  by  this  gas. 
Or  the  oxygen  may  lie  removed  from  this  mn* 
lined  portion  of  air  in  contact  with  the  cul- 
\  lures  by  chemical  means.    A  description  of  the 

^w.  ]     [  S  various  simple  ami  complex  devices  for  anae- 

robic cultivations   falls   Iteynnd   the   scope  of 
this  work. 

The  most  scrupulous  care  is  required  in 
sterilizing  the  nutrient  media  am)  the  utensils 
and  Instruments  used,  antl  the  greatest  caution 
should  be  exercised,  in  transferring  the  bac- 
teria from  one  receptacle  to  another,  to  pre- 
vent contamination.  A  large  experience  in 
this  sort  of  manipulation  is  necessary  before 
reliable  results  can  be  obtained  in  original  in- 
vestigation, since  the  slightest  error  or  care- 
lessness in  handling,  or  failure  to  observe  the  occurrence  of  contamination,  is  liable 
entirely  to  vitiate  the  results  of  long  series  of  experiments.  It  is  only  by  an  extended 
preliminary  training  in  the  cultivation  of  some  of  the  more  characteristic  antl  easily 
recognizable  forms,  under  a  variety  of  conditions,  in  a  perfectly  pure  state,  through  a 
series  of  generations,  that  one  can  be  assured  of  his  capacity  to  carry  on  researches  in 
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difficult  and  intricate  field 
It  is  wiser  for  one  purposing  to  carry  o 


bacterial  researches  to  gain  a  practical 
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acquaintance  with  methods  and  apparatus  in  a  widl-appoiuted  lalairatury,  than  t< 
liie  attempt  to  work  out  the  irmthoda  from  books. 

The  methods  "i  iiiix-uliilirm  of  animals  with  pure  cultures,  iiud  the  precaui 


be  observed,  u  well  as  a  description  of  tlie 
practical  bacteriology,  must  be  Bought  in  m< 

Collection  of  Material  for  Bacterial  Cultures. 

Materia!  obtained  from  t he  human  body  which  is  to  lie  subjected  In  bacterial  ex- 
amination should  {<■■  mllcctcd  will)  every  precaution  against  accidental  contamination. 


OOKTIBIM  BiC. 


modi-  nf  collection  and  transport  at  inn  of  small  quantities  of  fluid  01 
fluid  material,  such  as  exudates,  discharges,  etc..  For  purposes  of  bacterial  examisa- 
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tion  is  to  twist  a  small  wad  of  absorbent  cotton  on  to  the  end  of  an  iron  or  steel  wire 
about  five  inches  long,  put  this,  swab  end  foremost,  into  the  tube  (Fig.  82).  plug  the 
mouth  with  cotton,  and  sterilize  the  whole  in  a  dry  oven  for  an  hour  at  lttO*  C. 

Several  of  these  cotton  swabs  may  be  prepared  at  once  and  kept  on  hand.  The 
swab,  carefully  removed  and  saturated  with  the  material  to  be  examined,  is  at  once  re- 
turned to  the  tube;  this  is  plugged,  and  may  be  thus  safely  transported.1 

n.  Yeasts. 

These  micro-organisms — mostly  saprophytes — consist  of  oval  or 
spheroidal  cells  with  granular  protoplasm  and  a  thin  membrane.     They 

.^     multiply  by  sprouts  or  buds  from  the  parent  cell  (Fig. 

^      r  £    /     83).     The  new  individuals  may  separate  from  the  old, 

te>    V  •*>       or  may  cling  to  them  so  that  chain-like  combinations 

^    ,;    ,        nay  occur.     Ita,  _tf-.lt.  .««_,«* 


;^£/  '*&'        known  as  ascospores.     Some  species  develop  bright 


_    „    w        a        colors  in  their  growth. 

Fig.  83.— Yjeast— Sao-  ° 

cbaromyces.  There  are  many  forms  of  yeasts  which  are  concerned 

in  various  phases  of  fermentation.  Some  of  these,  al- 
coholic fermentation  for  example,  are  of  great  economic  importance.* 
Certain  forms  of  yeasts  flourish  in  the  stomach  during  digestive  disorders 
and  in  the  bladder  in  diabetes,  without  the  incitement  of  lesions.  Sev- 
eral forms  of  yeast  have  been  proven  to  be  pathogenic  in  lower  animals 
and  in  man.  In  1894  Gilchrist '  reported  a  case  of  blastomycetic  derma- 
titis in  man.     Since  that  time  other  cases  have  been  observed.4 

m.  Moulds. 

The  moulds  are  considerably  more  complex  in  structure  than  either 
the  bacteria  or  the  yeasts.  Some  of  the  forms  are  very  common  and  uni- 
versally known.  In  general,  it  may  be  said  that  the  moulds  consist  of 
a  series  of  delicate,  translucent,  branching  jointed  threads — mycelium — 
usually  giving  rise  to  hyphw  from  which,  either  directly  or  in  more  com- 
plex form  through  the  intervention  of  a  special  structure,  the  sporangium, 
the  spores  are  developed  (Fig.  84).  The  moulds  which  are  apt  to  occur 
in  the  human  body  may  be  of  the  former  more  simple,  or  of  the  latter, 
more  complex  type.*  Among  the  simpler  forms  of  moulds  which  occur 
in  the  body  may  be  mentioned  the  Achorion  Schonleiuii,  Microsporou 

1  For  further  suggestions  for  the  collection  and  examination  of  specimens  for  micro- 
organisms, and  for  references  to  studies  on  the  bacteria  of  the  human  body,  see  p.  260. 

•For  a  consideration  of  the  relationship  of  micro  organisms  to  various  forms  of  fer- 
mentation, with  bibliography,  consult  JorgtHton,  u  Micro-organisms  and  Fermentation, n 
Eng.  translation,  1900. 

*  Gilchrist,  Johns  Hopkins'  Hospital  Reports,  vol.  i..  p.  269. 

4  For  a  resume  of  the  subject  of  pathogenic  blastomyeetes  with  experiments  and 
bibliography,  see  Foulerton,  Journal  of  Pathology  and  Bacteriology,  vol.  vi..  p.  37. 
1900. 

*See  Renon,  -£tudesur  1'aspergillose  chez  les  animaux  et  chez  l'homme."  Paris. 
1897;  also  Leopold  and  Leri,  Gaz.  des  Hdpitaux,  June  26th.  1897,  Bibl. :  also  Piermm  and 
Ratxnel,  University  Med.  Mag..  August,  1900;  also  8ayer%  u  Pneumonomykosis  aspergil 
Una/  Jena,  1900. 
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fnrfnr,  Trichophyton  tonsurans.     There  is  a>  close  morphological  reseat- 

iihiini'  between  these  tonus. 

Arlmrioii  Srliiin/rinii,  the  fuvus  fungus,  is  formed  of  :l  much-branching 

mycelium  from  which  the  spores  are  directly  developed  (Kg,  85).     It 

grows  readily  on  artificial    cul- 
ture media,  such  as  nutrient  agar 

and  gelatin,  al   the  temperature 

of  tlie  bodj  .     This  fungus  is  most 

apt  i"  grow  upon  the  hairy  pari 

of  the  head,  where  it  forms  small 

surface  crusts  ami  grows  into  the 

shafts   and    root    sheaths   of   the 

hair,  exciting  inflammation  in  the 

adjacent  tissue.    Trichophyton  ton- 

xitrmi*  develops  in  the  form  of  a 

moderately  branching  mycelium, 

forming  comparatively  tVw  spores. 

It  grows  in  the  skin,  either  about 

or  apart  from  the  hairs,  or  in  the 

nails,  inducing  the  lesions  of  vari- 
ous phases  of  herpes,  which  differ 

considerably,  depending  upon  the 

particular     structures    involved. 

At  body  temperature  it  grows  readily  on  artificial  culture  media,  differ- 
ing markedly  in  appearance  from  Achorion. 

Microspore*  furfur,  the  mould  fungus  causing  pityriasis  versicolor,  is 

more  prone  than  the  Achorion  to  the  development  of  many  spores,  but 

otherwise  considerably  resembles  it  morphologically.     It  has  not  yet  been 

cultivated  on  artificial  media.  By  its  infiltration  of  the  epidermis,  espe- 
cially of  the  body  and  Upper  extremities, 
it  causes  larger  and  smaller  yellowish  or 
brownish  patches. 

The  more  complex  types  of  moulds  art- 
only    occasional    dwellers    in    the    human 
body   and   appear  to   be   but  rarely  the 
cause  of  disease,  passing,  rather,  a  sapro- 
phytic existence  on  dead  material  in  parts 
'-'   >^      of  the  body  which  are  in  communication 
with  the  air.     Thus  they  may   be  found 
fcp        growing  on  aeciiinnlat ions  in  Hie  external 
auditory   canal,    in    dead   tissue    in    the 
-f«tis.    hangs,  on  walls  of  cavities,  dilated  bron- 
chi, etc.      Many  eases  have  been  reported, 
however,  in  which  the  moulds,  especially 
the  apparent  excitants  of  serious  lesions  in  men 


iispergillns,  have  bee 
and  animals. 

A  lowly  form  of  micro -organism  freq 


ntly  found  glowing  in  the 
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mouth  and  fauces  and  oesophagus  of  children,  in  the  form  of  a  whitish 
pellicle — aphtlue — is  the  so-called  Oidium  albicans,  which  consists  of 
branching,  jointed  threads  and  spores  which  penetrate  between  the  epi- 
thelial cells.  This  fungus  may  assume  considerable  importance,  when 
in  very  feeble  children  it  blocks  the  (esophagus,  or  when,  as  is  rarely  the 
ca.se,  from  the  surface  of  ulcers  it  penetrates  the  blood-vessels  and  gives 
rise*  to  visceral  metastasis.  The  exact  relationship  of  this  fungus  to  the 
moulds  is  not  yet  very  clear.     It  is  often  grouped  with  the  yeasts.1 

Methods  of  Studying  Yeasts  and  Moulds. 

The  yeast  organisms  are  in  general  stained  and  cultivated  by  the  same  methods  as 
those  used  in  studying  the  bacteria.  By  treating  unstained  sections  of  tissue  contain- 
ing them  with  solution  of  caustic  potash  the  organisms  may  often  be  readily  demon- 
strated. 

The  moulds  may  be  simply  teased  and  studied  in  glycerin  or  in  glycerin  and  water. 
They  may  be  stained  with  alkaline  methylene  blue  solution  (Lo flier's  solution,  see  page 
151).  When  spores  have  formed  in  considerable  numbers  on  the  more  complex  forms 
of  moulds  these  are  not  easily  wetted  by  the  usual  staining  fluids,  because  the  air  clings 
so  closely  among  the  spore  masses.  In  a  mixture  of  four  parts  of  alcohol  and  one  of 
aqueous  solution  of  ammonia  they  are  instantly  wetted,  and  may  then,  with  or  without 
staining,  tie  teased  and  mounted  in  glycerin.  In  studying  the  fungus  masses  in  the 
al>ove -described  skin  diseases  it  is  well,  when  crust-like  masses  are  to  l>e  teased  apart, 
to  allow  them  first  to  soak  for  a  few  moments  in  a  Ave  percent  solution  of  caustic 
potash.  In  this  solution  they  may  l>e  studied,  or  they  may  be  teased  and  mounted  in 
glycerin  for  preservation.  Most  of  the  more  common  moulds  are  readily  grown  on  the 
ordinary  culture  media. 

1  For  resume  and  bibliography  of  relationship  of  yeasts  and  moulds  to  human  dis- 
eases consult  Kicker \  Lubar*c?i,  and  Ostertag'*  "Ergebnisse  der  allg.  Aetiologie  der 
Menschen  u.  Thierkrankheiten,"  Abth.  i.,  1896,  p.  892.  See  also  Hektoen,  Journal  of 
Experimental  Medicine,  vol.  v..  p.  77.  19U0. 


CHAPTER  VIL 

THE  RELATIONS  OF  MICRO-ORGANISMS  TO  DISEASE- 
INFECTION  AND  IMMUNITY. 

The  Occurrence  of  Bacteria  and  Other  Micro-organisms  in 

the  Body:  its  Protective  Mechanism. 

Bactekia  are  invariably  present  in  greater  or  less  numbers  in  the 
mouth,  nose,  upper  air  passages,  gastrointestinal  and  genitourinary 
tracts  of  men  and  animals. '  Into  these  places  they  are  more  or  less  con- 
stantly brought  by  the  respired  air,a  by  food  and  drink,  and  in  other 
ways.  But  common  and  often  abundant  as  are  these  germs  upon  the 
external  and  internal  surfaces  of  the  body,  they  do  not  often  pass  through 
the  healthy  mucous  or  cutaneous  surfaces,  so  that  under  normal  condi- 
tions the  tissues,  the  viscera,  and  the  circulating  fluids  are  germ-free.8 

Except  for  certain  pathogenic  forms  which  may,  under  unsanitary 
conditions,  have  been  set  free  and  transported  from  men  or  animals 
suffering  from  infectious  disease,  the  bacteria  upon  the  cutaneous  or 
mucous  surfaces  of  the  body  are  for  the  most  part  harmless;  while  cer- 
tain intestinal  forms  may  even  be  useful  in  promoting  digestion. 

Certain  bacteria  which  do  not  often  and  some  which  never  induce 
disease,  find  in  or  upon  the  human  body  such  favorable  conditions  for 
their  existence  that  they  are  commonly  present  there. 

The  body  is  guarded  in  various  ways  from  the  incursions  of  patho- 
genic and  other  bacteria,  which  may  be  commonly  present  or  only  occa- 
sionally lodged  upon  its  surfaces.  Among  the  protective  agencies  of  the 
body  may  be  mentioned  the  firm,  dense  skin  which  while  intact  protects 
the  interior  from  the  entrance  of  almost  all  known  micro-organisms ;  the 
epithelial  investment  of  the  mucous  membranes  in  several  places  swept 
by  cilia;  the  protected  situation  of  most  of  the  mucous  surfaces,  the  anti- 
septic qualities  of  some  of  the  secretions,  such  as  the  gastric  juice,  etc. 

But  notwithstanding  the  safeguards  of  the  body  against  the  access  of 
micro-organisms,  these  do  frequently  enter ;  this  may  occur  in  severe  in- 

1  For  a  summary  of  facts  concerning  the  bacterial  Horn  of  the  body  surfaces,  con- 
sult Welch,  "Surgical  Bacteriology,"  "System  of  Surgery  by  American  Authors, "  Den- 
nix,  p.  250  et  *eq.  See  also  Ford,  "The  Bacteriology  of  Health v  Organs,"  Trans.  Assoc. 
Amer.  Phys.,  vol.  xv.,  p.  389,  1900,  Bibl. 

'For  a  resume  of  micro-organism  in  the  air  see  OotMet/i,  Lubarsch  and  Ostertag's 
"Ergebnisse,"  Jahrgang  iv.,  pp.  87  et  seq.,  1897. 

3  It  should  be  remembered  that  the  gastrointestinal  canal,  the  lungs,  and  other  vis- 
cera which  are  in  communication  with  the  exterior,  although  within  the  limits  of  the 
body,  form  still,  strictly  speaking,  its  outside,  in  distinction  from  the  intimate  recesses 
of  the  tissues  in  which  the  life  processes  go  on. 
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juries  to  the  skin  or  mucous  membranes  or  through  very  slight  and  un- 
noticed abrasions  or  other  solutions  of  continuity.  Entrance  may  be 
gained  to  the  tissues  through  the  minute  ducts  of  the  sebaceous  or  sweat 
glands;  from  the  gastro- intestinal  canal1  and  the  respiratory  passages 
and  surfaces,  either  with  or  without  obvious  injuries  to  the  investing 
epithelia.  The  role  of  insects  in  the  conveyance  of  infectious  agents  is 
of  great  importance.8  Micro-organisms  may  enter  the  body  during  intra- 
uterine life,  also. 

When  in  one  way  or  another  bacteria  or  other  germs  have  entered  the 
tissues,  they  may  encounter  a  series  of  obstacles  to  their  spread  or  con- 
tinuance as  well  as  to  their  proliferation  there,  even  should  the  general 
nutritive  conditions  be  favorable.  In  the  first  place  the  lymph-nodes 
frequently  filter  out  of  the  tissue  fluids  micro-organisms  which  have 
entered  them,  holding  them  back  from  the  general  circulation  or  destroy- 
ing them.*  The  power  of  certain  of  the  body  fluids  and  of  living  cells 
under  favorable  conditions  to  kill  and  dispose  of  germs,  should  these  gain 
entrance  through  injuries  or  other  structural  lesions  or  functional  dis- 
turbance in  the  barriers,  is  of  great  importance  and  will  be  referred  to 
again.  The  elimination  of  micro-organisms  from  the  body  through  its 
secretions,4  such  as  urine,  bile,  milk,  sweat,  saliva,  etc.,  is  a  matter  of 
great  significance,  but  one  upon  which  the  scope  of  this  book  does  not 
permit  us  to  enter.* 

The  view  has  been  recently  advanced  that  with  no  apparent  lesion 
or  with  but  very  slight  lesions  of  the  intestinal  mucosa,  bacteria  in 
large  numbers  may  gain  access  through  this  to  the  liver,  where  they  may 
be  destroyed  or  under  certain  conditions  eliminated,  either  through  the 
bile  or  into  the  body  at  large.6 

Action  of  Bacteria  and  their  Products  in  the  Body. 

When  bacteria  do  enter  and  grow  in  the  body,  the  cells  and  tissues 
near  them  may  show  very  marked  alterations,  due  to  their  influence. 

1  For  bibliography  concerning  the  permeability  of  the  gastro- intestinal  canal  for 
bacteria  refer  to  p.  528. 

*  Xutlall,  Johns  Hopkins'  Hospital  Reports,  vol.  viii.,  p.  1. 1900. 

3  Manfred* ',  Vireh.  Arch.,  Bd.  civ.,  p.  385,  1899,  for  a  study  of  the  germicidal  and 
other  action  of  lymph-nodes;  also  Hezanpm  and  Labbe,  Arch,  de  Med.  experimeutale  et 
d'Anat.  path.,  t.  x..  p.  889.  1898. 

4 Consult  Sherrington,  u Experiments  on  the  Escape  of  Bacteria  with  Secretions." 
Journal  of  Pathology  and  Bacteriology,  vol.  i.,  p.  258,  1898;  Biedl  and  Krau*,  Arch.  f. 
exp.  Path..  Bd.  xxxvii.,  p.  1,  1895,  Bibl.;  Ilintze  and  Lubanrh,  uErgebuisse  der  allg. 
Aetiologie  der  Menschen-  und  Thicrkrankheitcn,"  1896,  p.  287. 

*For  a  suggestive  summary  of  the  various  factors  which  aie  or  may  be  concerned 
in  the  protection  of  the  body  against  the  invasion  and  action  of  micro-organisms,  see 
Afeltzer,  "Physiological  Methods  of  Protection  of  the  Body  against  Bacteria,"  Trans,  of 
the  Congress  of  American  Physicians  and  Surgeons,  vol.  v..  p.  12.  1900. 

See  also  for  the  importance  of  a  lesion  in  animal  tissues  for  the  lodgment  and  mul 
ti plication  of  bacteria  within  it,  Vhttuman  and  Meltzer,  Jour.  Exp.  Med.,  vol.  iii.,  p. 
583;  also  on  the  significance  of  granulation  tissue  in  wound  infection,  Afana**ifJT,  Zieg 
ler's  Beitrftge.  Bd.  xxii.,  p.  11,  1897;  also  CohUtt  and  Mel*omf,  Centralbl.  f.  Path..  Bd. 
ix.,  p.  827,  1898,  Bibl.;  also  Jurgeluna*.  Zieglers  Beitrugc,  Bd.  xxix..  p.  92,  1901,  Bibl. 

*  Adami.  on  u  Latent  Infection  and  Subinfectiou,"  etc.,  Journ.  of  the  Amer.  Med. 
Association,  December  10  and  28,  1899. 
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The  cells  may  be  swollen,  or  their  nuclei  may  disappear,  and  the  proto- 
plasm may  be  converted  into  a  mass  of  shining  or  coarsely  granular 
particles,  or  may  completely  disintegrate.  The  intercellular  substance 
near  the  bacteria  may  also  soften  and  disintegrate.  In  a  word,  the 
tissue  in  their  immediate  vicinity  is  often  found  in  a  condition  of  necro- 
sis of  one  kind  or  another.  The  walls  of  blood-vessels  near  which  they 
lie  may  be  damaged  and  the  blood  which  these  carry  may  form  thrombi. 
The  bacteria  may  themselves  enter  the  vessels  and  proliferate  in  the 
blood;  they  may  be  swept  away  as  emboli  to  remote  parts  of  the  body 
(Fig.  40,  page  113),  and  establish  new  foci  of  bacterial  proliferation  and 
tissue  necrosis — aepticwm  fa. 

Some  bacteria,  instead  of  inducing  a  simple  necrosis,  incite  at  the 
same  time,  sis  we  have  already  seen,  a  more  or  less  intense  inflammation 
(Fig.  41,  page  114).  This  inflammation  may  l>e  of  a  simple  productive 
form,  similar  in  its  effects  to  that  incited  by  the  presence  of  any  irri- 
tating foreign  body;  or  it  may  be  active,  progressive,  and  exudative  in 
character ;  or  the  bacteria  may  determine,  in  some  way  as  yet  unknown 
to  us,  very  peculiar  and  characteristic  inflammatory  changes,  which  re- 
sult in  the  formation  of  new  tissues  of  various  kinds  (see  Tuberculosis). 
Some  forms  of  bacteria  find  in  the  blood,  others  in  the  tissue  spaces  and 
lymph- vessels,  the  conditions  most  favorable  for  their  proliferation. 

But  the  presence  of  micro-organisms  themselves  is  not  indispen- 
sable for  the  incitement  of  either  local  or  general  pathological  processes. 
These  may  l>e  induced  by  various  chemical  products  eliminated  or  stored 
up  in  their  protoplasm  by  the  metabolism  of  the  germs.  These  delete- 
rious bacterial  products  may,  as  we  have  already  seen,  be  those  alkaloidal 
substances  called  poisonous  ptomains  or  toxins,  or  they  may  l>e  albumi- 
noid substances — toxalbumins  or  toxalbumosen.1  Stored  up  in  the  proto- 
plasm of  the  germs  themselves,  this  poisonous  material  has  been  called 
barter  io- protein. 

Some  of  the  poisons  act  locally  at  or  near  the  seat  of  their  manufac- 
ture by  the  growing  germs.  Others  gain  access  to  the  body  at  large  and 
are  widely  distributed,  inducing  what  may  be  called  the  phenomena  of 
septic  intoxication — toxwm  fa. 

The  phenomena  of  septic  intoxication  may  l>e  induced  by  the  prod- 
ucts of  bacterial  growth  outside  of  the  body  when  these  in  considerable 
quantity  are  in  any  way  taken  into  it.  This  is  true  not  only  of  poisons 
elaborated  outside  the  body  by  pathogenic  bacteria,  but  also  of  many 
forms  of  bacteria  usually  harmless.  Thus  are  caused  manv  forms  of 
food  poisoning  which  simulate  but  are  not  actually  infectious  diseases, 
because  there  is  no  development  within  the  body  of  the  disease-inciting 
germs. 

Similar  local  and  general  effects  maybe  induced  in  the  body  by  other 
poisons  than  those  of  bacterial  origin,     liicin  and  abrin,  for  example, 

1  Much  of  the  literature  on  this  subject  has  been  brought  together  by   VwiyhtiH  and 
•Ar/ry,  'Ptomaines  and  LeucomaYncs. "     The  general  chemical  relationship  of  bacterial 
products  to  other  organic  compounds  is  set  forth  in  Halliburton's  "Text  Book  of  Chem- 
ical Physiology  and  Pathology." 
11 
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well-known  vegetable  poisons,  and  the  venom  of  scorpions  and  of  certain 

snakes  are  tioselv  similar  in  their  action  to  the  toxins  which  the  bacteria 

» 

form  either  within  or  without  the  body. 

It  should  be  remembered  in  this  connection  that  effects  closely  resem- 
bling those  due  to  bacterial  or  allied  poison  may  be  induced  by  toxi;- 
agents  developed  within  the  body  as  a  result  of  defective  elimination  or 
faulty  cell  metabolism — autointoxication  (see  p.  329). 

Thus  the  deleterious  effects  of  pathogenic  bacteria  upon  the  body  are 
but  in  small  measure  simply  mechanical.  Local  necrosis1  and  inflamma- 
tion, albuminous  degeneration  of  cells,  leucocytosis  and  other  alterations 
of  the  blood,  fever,  structural  lesions  and  functional  disturbances  in  the 
nervous  system,  irregularities  in  the  circulatory  and  respiratory  mechan- 
isms, may  follow  the  distribution  in  the  body  of  bacterial  toxins. 

Proofs  of  Infective  Nature  of  Bacteria  Found  in  the  Body. 

It  Mill  be  seen,  from  what  has  now  liecn  said  of  the  bacteria,  that  in 
different  parts  of  the  system  in  health,  and  in  a  large  number  of  abnor- 
mal conditions,  various  forms  of  bacteria  occur ;  but  it  is  quite  evident 
that  the  significance  which  we  must  attach  to  their  mere  presence  varies 
greatly.  In  a  large  niimlier  of  cases,  especially  when  on  parts  exposed 
to  the  air  or  in  the  gastro- intestinal  canal,  they  are  evidently  of  no  more 
importance  than  so  much  inorganic  dust.  When,  however,  special  forms 
of  bacteria  are  uniformly  present  in  connection  with  well-defined  dis- 
eases, or  in  their  lesions,  the  conjecture  is  certainly  justified  that  the 
micro-organisms  may  have  something  to  do  with  their  incitement.  Yet 
in  all  such  cases  we  have  to  consider  the  possibility  that  it  is  the  abnor- 
mal state  of  the  body  or  the  character  of  a  lesion,  brought  about  perhaps 
in  other  ways,  which  affords  conditions  suitable  for  the  growth  of  bac- 
teria, and  that  these  may  consequently  l>e  present  in  considerable  num- 
bers, while  in  the  alisence  of  such  conditions  they  would  l>e  unable  to 
develop.  Even  the  constant  occurrence  in  the  body,  in  certain  diseases, 
of  bacteria  which  evidently  produce  well-marked  local  effects,  either 
inflammatory  or  degenerative,  does  not  absolutely  prove  their  etiological 
relationship  to  the  disease,  although  it  renders  it  in  a  high  degree  prob- 
able. 

It  is  desirable  in  every  cast*  in  which  the  evidence  of  the  etiological 
relationship  of  a  si>ecifie  micro-organism  to  a  disease  is  to  be  set  forth, 
that  we  should  Ik*  able  to  demonstrate  the  constant  presence  in  the  body 
of  the  special  form  of  micro-organism  ;  obtain  this  by  culture  in  a  pure 
condition  unmixed  with  any  other  living  thing  or  with  any  chemical 
substance  not  l>elonging  to  it,  and  finally,  by  the  introduction  of  the 
purified  organisms  into  a  healthy  animal,  l>e  able  to  produce  the  disease 
in  some  definite  form.  When  all  this  is  done,  and  not  l>efore,  can  we 
assert  that  the  evidence  establishing  the  causative  relationship  lietween  a 

'See  F  burner,  "The  Pathology  of  Toxalbiimin  Intoxication,"  Johns  Hopkins'  Hos- 
pital Reports,  vol.  vi..  p.  259,  18»7. 
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given  form  of  bacteria  and  any  special  infections  disease,  is  entirely  at 
our  command. 

But  the  fulfilment  of  these  strict  logical  requirements  is  very  difficult 
in  many  cases,  and  in  some,  apparently,  almost  if  not  quite  impossible; 
for  we  must  remember,  in  the  first  place,  that  the  lower  animals,  upon 
which  alone,  for  the  most  part,  inoculation  experiments  are  practicable, 
are  apparently  not  subject  to  certain  important  diseases  of  man ;  and, 
second,  that  they  present  among  themselves  the  most  marked  differences 
in  the  degree  and  manner  in  which  they  are  affected  by  inoculation  with 
pathogenic  bacteria.  Desirable  as  is  the  complete  fulfilment  of  the  above 
requirements  in  every  case,  it  must  be  admitted  that  a  reasonable  cer- 
tainty regarding  the  bacterial  origin  of  a  given  disease  may  sometimes 
be  arrived  at  without  positive  results  from  the  inoculation  of  the  bac- 
teria associated  with  its  lesions. 

The  complete  demonstration  which  is  desirable  has  as  yet  been  fur- 
nished in  but  a  moderate  number  of  cases.  In  many  others,  however, 
enough  has  been  done  in  the  way  of  study  and  experimentation  to  render 
it  altogether  certain  that  the  diseases  are  infectious  and  to  establish 
beyond  reasonable  doubt  the  identity  of  the  micro-organism  or  micro- 
organisms involved. 

Conditions  Influencing  the  Occurrence  of  Infectious 

Diseases. 

It  has  been  learned,  as  the  result  of  a  great  deal  of  observation  and 
experiment,  that  although  certain  diseases  are  always  associated  with  the 
presence  and  growth  in  the  body  of  particular  species  of  micro-organ- 
isms, there  are  still  various  other  accessory  factors  which  have  an  im- 
portant bearing  upon  the  inception  and  course  of  the  diseases.  Thus, 
while  the  presence  in  the  body  of  a  particular  species  of  micro-organism 
is  the  most  significant  and  fundamental  of  the  determining  agencies  in 
the  infectious  diseases,  the  numbers  in  which  they  are  present — i.e.,  the 
size  of  the  dose — and  the  varying  virulence  which  the  same  species  under 
different  conditions  possesses,  as  well  as  the  varying  capacity  of  resist- 
ance to  the  incursions  of  the  genus  which  the  body  cells  at  different  times 
and  under  differing  conditions  exhibit,  are  all  factors  of  the  greatest 
moment. 

Malnutrition,  mental  or  physical  overwork,  injuries,  bad  hygienic  sur- 
roundings, and  intemperance,  as  well  as  many  other  conditions  which  favor 
deterioration  in  the  general  health,  are  often  decisive  factors  in  determin- 
ing the  intensity  or  even  the  occurrence  of  the  diseases  due  to  bacterial 
incitement.  It  is  thus  clear  that  the  action  of  a  given  germ  in  the  liv- 
ing body  depends  only  in  part  upon  its  intrinsic  capacities — which  in 
themselves  are  very  variable — but  also  and  in  marked  degree  upon  the 
capacities,  also  variable,  whicli  exist  at  the  moment  in  the  body  cells 
among  which  the  lot  of  the  germs  is  cast. 

It  should  be  always  borne  in  mind  that  the  human  body  is  a  great 
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aggregate  of  groups  of  co-ordinated  cells  which,  under  normal  conditions, 
all  act  in  harmony  for  the  maintenance  of  the  life  and  functions  of  the 
individual.  The  cells  and  cell  communities  in  health  not  only  do  this, 
but  they  have  the  power  of  resisting  and  to  a  certain  extent  overcoming 
various  deleterious  agencies  to  which  the  body  is  more  or  less  constantly 
liable. 

What  we  call  hereditary  or  acquired  predisposition  to  an  infectious 
disease,  such  as  tuberculosis  for  example,  is  simply  a  lack  of  the  usual 
capacity  of  the  cells  of  the  body — whether  through  a  structural  or  physi- 
ological fault  we  do  not  yet  know — to  cope  with  the  destructive  tenden- 
cies of  the  living  micro-organisms  when  once  these  gain  a  foothold  in  the 
body. 

We  thus  see  that,  in  studying  the  conditions  under  which  infectious 
diseases  occur,  the  work  is  by  no  means  complete  when  the  bacterial 
species  which  incites  the  disease  has  been  discovered,  but  that  then  the 
more  obscure  determining  and  influencing  agencies  must  be  worked  out 
in  each  case. 

Infection  and  Immunity. 

INFECTIOUS  DISEASE  AND  THE  NATURE  OF  INFECTION. 

Infectious  diseases  are  those  which  are  incited  by  the  entrance  into  the 
body  and  proliferation  there  of  pathogenic  micro-organisms.  Infection  is 
the  act  or  process  by  which  such  diseases  are  incited. 

In  the  more  exact  usage  of  the  words  infectious  and  infection  which 
our  new  knowledge  demands,  it  is  customary  and  convenient  to  limit  the 
term  micro-organism  to  the  fungi — bacteria,  yeasts,  and  moulds — and  to 
the  protozoa  representing  the  animal  kingdom,  excluding  altogether  the 
entozoa  and  other  animal  parasites.' 

The  modern  conception  of  infection  implies  the  presence  in  the  body 
of  the  living  micro-organisms  themselves,  that  is,  of  something  capable  of 
multiplication,  or  at  least  of  reproduction  and  development,  and  not  alone 
of  the  poisons  which  they  may  and  usually  do  produce.  It  is  customary 
to  look  upon  the  effects  of  the  absorl>cd  poison  which  micro-organisms 
furnish  as  intoxications,  whether  these  poisons  l>e  formed  inside  the  body 
in  infectious  diseases  and  in  other  conditions,  or  outside  of  it  and  subse- 
quently introduced.  That  condition  in  which  there  is  evidence  of  wide 
distribution  of  pathogenic  micro-organisms  and  their  products  in  the 
blood  is  called  septicemia  (see  p.  179). 

It  is  evident  from  what  has  lieen  said  that  infectious  disease  cannot 
exist  without  the  presence  in  the  body  of  micro-organisms.  But,  on  the 
other  hand,  micro-organisms  can  and  do  frequently  exist  in  the  body 
without  the  incitement  of  infectious  disease.  Whether  a  micro-organ- 
ism Ire  pathogenic  or  not  depends  upon  the  variable  susceptibilities  of 

1  With  this  somewhat  arbitrary  limitation,  neither  trichinosis  nor  scabies,  for  exam- 
pie,  would  be  considered  an  infectious  disease,  although  they  are  often  for  the  lack  of 
a  distinctive  word  thus  designated. 
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the  host  as  well  as  upon  its  own — also  variable — nature  and  qualities. 
No  micro-organism  is  intrinsically  pathogenic;  the  very  conception  im- 
plies a  relationship.  This  obvious  fact  is  overlooked  by  those  who  see  in 
the  micro-organisms  alone  the  essential  specific  features  of  infectious 
diseases ;  who  would  classify  these  diseases  exclusively  by  the  nature  of 
their  excitants,  and  who  look  upon  the  latter  as  the  true  u causes"  of  the 
phenomena  through  which  disease  is  manifested  (see  p.  67). 

FORMS  OF  INFECTION. 

Mixed  or  Concurrent  Infection. — It  should  be  borne  in  mind  that  the 
body  which  is  already  the  seat  of  an  infectious  disease  is  usually  espe- 
cially susceptible  to  the  action  of  other  pathogenic  germs,  should  these 
once  gain  entrance;  and  also  that  the  lesions  which  are  associated  with 
many  of  the  infectious  maladies  afford  portals  of  entry  through  the  skin 
or  mucous  membranes  to  other  micro-organisms,  against  the  entrance  of 
which  the  healthy  body  opposes  most  efficient  barriers.  In  fact,  we  now 
know  that  the  action  of  two  or  more  pathogenic  micro-organisms  in  the 
body  at  the  same  time  is  of  very  frequent  occurrence,  many  of  the  so- 
called  complications  of  the  infectious  diseases  being  due  to  secondary 
infection  with  a  new  germ  species.  Numerous  examples  of  this  u  mixed  " 
or,  better,  "concurrent,"  infection  are  noticed  in  other  parts  of  this 
book. l 

Many  important  facts  have  been  revealed  by  the  study  of  bacterial 
association  in  cultures  as  well  as  in  infectious  diseases  of  men  and  ani- 
mals which  cannot  here  be  considered.2  It  may  be  said  in  general  that 
in  animals  as  in  man  concurrent  infection  with  a  second  micro-organism 
increases  the  gravity  of  the  original  situation.  On  the  other  hand,  cer- 
tain experiments  seem  to  indicate  that  sometimes  the  concurrent  action 
of  a  second  germ—streptococcus,  for  example,  with  the  anthrax  bacillus 
— may  render  a  virulent  organism  comparatively  innocuous.  But  the  con- 
ditions of  the  experiments  are  in  either  case  so  complex  that  the  full  sig- 
nificance of  many  curious  phenomena  is  not  yet  apparent. 

Congenital  Infection. — Infection  of  the  feet  us  through  such  lesions  of 
the  placenta  as  permit  of  the  passage  of  pathogenic  micro-organisms  from 
the  blood  of  the  mother  to  that  of  the  child  is  of  occasional,  but  not  fre- 
quent, occurrence.  While  the  barriers  against  such  transmissions  are, 
under  normal  conditions,  effective,  disturbance  in  the  placental  circula- 
tion, lesions  of  the  vessel  walls  or  of  the  tissues  and  covering  of  the 
chorionic  villi  favor  it.  But  infection  may  occur  without  demonstrable 
evidence  of  such  lesions.  Thus  foetal  infection  is  known  to  have  occurred 
in  various  phases  of  suppurative  inflammation,  in  tuberculosis,  typhoid 
fever,  anthrax,  syphilis,  the  exanthematous  fevers,  etc.  There  is  con- 
siderable evidence  that  rarely  the  tubercle  bacillus  may  be  transmitted 

1  For  bibliography  of  mixed  infection  see  Bernheim  and  G ruber,  Lubarseh  and 
Ostertag's  u  Ergebnisse, "  Jahrg.  2,  for  1895.  p.  1. 

•Consult  Th.  Smith,  Trans.  Association  American  Physicians,  vol.  ix.,  p.  85,  1894. 
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from  mother  to  offspring,  and  remaining  for  a  time  inactive  may  later 
induce  the  characteristic  lesions.' 

Terminal  Infection. — The  victims  of  chronic  disease  of  the  heart,  blood- 
vessels, kidneys,  liver,  etc.,  are  particularly  susceptible  to  the  incursions 
of  pathogenic  micro-organisms  and  to  infectious  diseases  of  one  kind  or 
another.  Such  i>ersons,  with  or  without  definite  lesions,  are  in  fact  liable 
finally  to  succumb  to  the  complicating  disease.  The  phrase  "terminal 
infection  "  has  been  applied  by  Osier  and  others  to  this  concurrence  of 
diseases  of  such  different  nature,  in  which  the  chance  infection  of  a  vul- 
nerable organism  is  so  apt  to  prove  fatal.* 

Great  care  is,  however,  necessary  in  determining  the  significance  of 
the  various  forms  of  bacteria  which  may  be  present  in  the  body  after 
death.  Not  only  may  bacteria  develop  to  a  considerable  extent  in  the 
body  during  the  hours  which  precede  death  when  the  natural  protective 
agencies  are  halting  or  abeyant,  but  this  may  occur  without  such  a  re- 
action on  the  part  of  the  body  cells  as  is  necessary  to  constitute  an  actual 
infection.  Furthermore,  multiplication  and  distribution  of  bacteria  in 
the  body  after  death  is  of  frequent  occurrence  and  must  in  every  case  be 
taken  account  of  in  weighing  the  evidence  for  terminal  infection.* 

GOMMUNICABUJTY  OF  INFECTIOUS  DISEASES. 

It  is  important  in  practical  dealings  with  the  infectious  diseases  to 
consider  them  in  the  light  of  the  relative  liability  of  transmission  of  the 
actually  known  or  assumed  micro-organisms  from  diseased  to  healthy 
individuals. 

In  the  first  place,  it  should  be  borne  in  mind  that  the  lower  animals 
are  insusceptible  to  the  ravages  of  some  of  the  micro-organisms  which 
readily  incite  infectious  disease  in  man.  Thus  the  lower  animals  aw, 
so  far  as  we  know,  naturally  immune  to  syphilis.  To  certain  diseases  of 
the  lower  animals,  on  the  other  hand,  man  is  not  subject.  But  to  certain 
other  infectious  diseases,  tulierculosis  for  example,  both  men  and  lower 
animals  an*  susceptible,  and  both  are,  in  fact,  imder  the  prevailing  con- 
ditions of  modern  life,  frequent  victims. 

So  far  as  the  liability  to  the  transmission  of  the  infectious  agents  from 
man  to  man  is  concerned,  there  is  a  very  marked  and  significant  differ- 
ence between  the  infectious  diseases.  It  is  common  usage  to  speak  of  the 
transmission  or  communication  of  disease,  as  if  disease  were  a  self-exist- 
ent thing.  This  usage  fosters  much  loose  thinking.  What  we  call  dis- 
ease is  a  process  involving  a  departure  from,  failure  in,  or  i>erversion 
of  normal  physiological  action,  either  in  the  material  constitution  or  in 
the  functional  integrity  of  the  living  organism.     When,  therefore,  we 

'For  bibliography  ami  summary  of  ftetal  infection  see  Lubar*ch,  uErgebnisse  der 
allg.  Aetiologie  der  Menscheu-  unci  Thierkrankheiten."  Jahrg.  i.,  p.  427,  1895;  also 
FUchl,  Orancher,  Comby,  and  Marfan'*  "Traite  des  Maladies  de  I'Enfance,"  t.  i.,  p. 
454,  bibliography. 

*  For  a  study  of  this  class  of  cases  see  Ftexner,  Transactions  Association  American 
Physicians,  vol.  xi.,  p.  229,  1896. 

'Consult  Acfaird  and  Phnlpin,  Arch,  de  MM.  ex  penmen  tale.  vol.  vh\,  p.  25,  1895. 
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speak  of  the  transmission  or  communication  of  disease,  what  we  really 
mean  is  not  that  the  disease,  but  the  agent  capable  under  suitable  condi- 
tions of  inciting  the  disease  is  transmitted  or  communicated.  If  we  hold 
this  obvious  implication  in  mind,  it  is  useful  to  group  the  infectious  dis- 
eases of  man  into  two  great  primary  classes:  1st,  Those  which  under  the 
usual  conditions  of  life  are  not  readily  communicable.  2d,  Those  which 
under  the  usual  conditions  of  life  are  readily  communicable. 

But  while,  for  convenience,  we  may  speak  of  non-communicable  and 
communicable  diseases,  we  should  remember  that  these  two  classes  merge 
into  one  another,  and  that  in  fact  the  agents  of  infection  may  at  least 
artificially  in  all  cases  be  conveyed  from  one  individual  to  another.  It 
is  only  when  the  conveyance  under  natural  conditions  occurs  in  a  round- 
about  way,  or  through  intermediary  agencies  as  in  the  case  of  malaria  or 
yellow  fever,  that  one  may  advisedly  speak  of  non-communicable  infec- 
tious diseases. 

Among  the  communicable  infectious  disease  there  exists  the  widest 
difference  in  the  liability  to  transmission  under  ordinary  circumstances. 
Thus  the  infectious  agents  in  smallpox  and  scarlatina  are  given  off  from 
the  body  under  such  conditions  as  render  possible  and  frequent  their 
direct  transmission  through  the  air  to  another  individual.  In  syphilis, 
tetanus,  and  rabies,  on  the  other  hand,  transmission  of  the  infectious 
material  is  rare  or  impossible  without  a  direct  inoculation. 

Between  these  extremes  the  widest  diversity  exists  in  the  liability  to 
transmission  of  the  infectious  agents  of  the  diseases  of  this  class.  In 
fact  the  liability  to  infection  on  the  part  of  a  healthy  individual  in  the 
presence  of  a  victim  of  infectious  disease  is  largely  dependent  upon  the 
intelligent  care  which  is  exercised  in  the  disposition  of  the  material  con- 
taining the  pathogenic  micro-organism  which  in  one  way  or  another  the 
infected  body  sets  free. 

80  that  while  it  maybe  useful  to  arrange  the  communicable  infectious 
diseases  in  groups,  or  in  such  serial  order  as  may  indicate  the  degree  of 
communicability  of  each  under  the  ordinary  conditions  of  life,  it  should 
always  be  borne  in  mind  that  this  classification  is  not  fundamental  as  is 
that  by  which  the  infectious  diseases  as  a  whole  are  set  apart  from  other 
diseases,  but  is  closely  dependent  upon  the  sanitary  conditions  under 
which  each  case  may  be  placed.  Thus  tuberculosis,  or  diphtheria,  or 
pneumonia  may  be  high  on  the  list  as  readily  communicable,  if  the  pa- 
tient be  housed  in  a  crowded  tenement  with  ignorant  or  careless  attend- 
ance, while  if  subjected  to  the  intelligent  ministry  of  sanitary  science 
these  diseases  may  be  accounted  as  relatively  slightly  communicable. ' 

1  Before  the  knowledge  of  pathogenic  micro-organisms  had  become  precise,  readily 
communicable  diseases  were  called  contagious  in  a  rather  loose  and  ill -defined  way,  and 
the  unknown  excitant  was  called  the  contagimn.  The  word  contagious  is  still  used,  in 
various  senses,  to  the  detriment  of  science.  We  can  get  along  well  enough  without  it 
by  the  use  of  the  word  communicable  as  above  indicated.  But  if  it  must  still  be  cher- 
ished it  might  be  wisely  limited  to  the  exanthemata,  whose  inciting  agents  an*  more 
readily  and  commonly  transmitted  through  the  air  from  the  body  of  the  patient  than 
are  those  of  any  of  the  other  infectious  maladies. 
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IMMUNITY. 

Nature  and  Formh  of  Immunity. 

We  have  seen  that  an  infectious  disease  in  one  incited  by  the  entrance  into 
the  body  and  proliferation  there  of  pcdhogenic  micro-organisms,  and  that  in- 
fection in  the  ad  or  process  by  which  such  a  disease  is  incited. 

The  fact  that  all  animals  are  not  equally  susceptible  to  the  ravages  of 
pathogenic  micro-organisms,  and  that  in  man  an  individual  and  often  a 
changing  predisposition  or  invulnerability  to  the  incursions  of  these  or- 
ganisms exists;  the  further  observation  that  one  attack  of  an  infectious 
disease  often  protects  the  victim  for  a  longer  or  shorter  time  against  a 
recurrence;  finally,  the  fact  that  recovery  is  ever  possible  when  once 
self-multiplying  disease-producing  germs  have  obtained  a  foothold  in  the 
body — all  these  facts  and  observations  are  of  such  singular  import  and 
interest  that,  especially  of  late  years,  much  study  has  l>een  expended  on 
the  nature  of  the  agencies  which  the  lx>dy  brings  into  play  in  establish- 
ing immunity  in  the  face  of  microbic  invasion,  and  in  coping  with  the 
various  deleterious  factors  at  work  when  once  a  foothold  is  obtained. 
The  scope  of  this  book  does  not  permit  us  to  enter  in  detail  into  this  most 
fascinating  and  important  field.  We  can  give  only  a  brief  summary  of 
some  of  the  more  important  features. 

Immunity  is  insusceptibility,  or  capacity  for  resistance  on  the  part  of  the 
body,  to  infection  or  its  effects. 

If  we  recall  the  ways  in  which  bacteria  damage  the  organism,  it  will 
be  evident  that  immunity  may  l>e  due  to  the  fact  that  the  micro-organ- 
isms in  question  simply  do  not  proliferate  in  the  body,  failing,  even 
should  they  gain  entrance,  to  find  the  necessary  conditions.  On  the 
other  hand,  though  the  conditions  l>e  in  general  favorable,  substances 
may  exist  or  l>e  formed  in  the  body  which  destroy  the  invading  germs. 
In  other  words  these  may  at  once  or  soon  be  disposed  of  by  germicidal 
substances,  either  in  cells  or  in  solution  in  the  body  fluids. 

Or,  the  toxic  substances  which  micro-organisms  set  free,  as  in  the  proc- 
ess of  their  nutrition  they  decompose*  organic  ingredients  of  the  tissues 
or  body  fluids,  may  be  rendered  inert  by  further  decomposition  or  com- 
bination with  substances  present  or  formed  in  the  tissue  fluids.  Or,  the 
cells  which  are  susceptible  to  the  presence  of  the  toxins  may  liecome 
less  vulnerable  by  adaptation  to  the  deleterious  effects  of  the  latter. 
Thus  by  a  total  unsuitability  of  the  tissues  or  of  the  general  conditions 
to  bacterial  growth;  by  destruction  of  the  invading  germs;  by  neutrali- 
zation or  destruction  of  toxins;  or,  finally,  by  a  capacity  of  resistance 
or  tolerance  won  through  adaptation  to  a  new  and  intrinsically  harmful 
environment,  we  may  in  a  somewhat  vague  but  still  instructive  way  con- 
ceive of  conditions  which  in  a  measure  account  for  the  known  phenom- 
ena of  immunity. 

Immunitv  from  an  infectious  disease  mav  be  hereditaru.     Thus  our 
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domestic  animals  enjoy  a  natural  or  hereditary  immunity  from  many  of 
the  infectious  diseases  of  man. '  On  the  other  hand,  immunity  may  be 
acquired.  Acquired  immunity  may  be  secured  by  an  attack  of  the  disease 
from  which  the  individual  has  recovered — natural  immunization — or  by 
the  introduction  into  the  body  of  some  material  which  gradually  dimin- 
ishes susceptibility  without  inducing  distinct  disease — artificial  immuniza- 
tion.    Acquired  immunity  may  be  transmitted  from  parent  to  offspring. 

Most  of  the  infectious  diseases  appear  to  confer  a  certain  degree  of 
insusceptibility  to  subsequent  attacks  of  the  same  disease,  though  this 
may  be  partial  and  temporary.  But  the  exanthemata  afford  the  most 
striking  examples  of  acquired  immunity  after  an  attack  of  infectious 
disease. 

Let  us  now  look  more  closely  at  some  of  the  agencies  through  which 
the  body  may  thus  protect  itself  from  the  consequences  of  infection. 

It  is  well  known  that  bacteria  artificially  introduced  into  the  blood  of 
animals  may,  after  a  short  time,  wholly  disappear  from  the  circulating 
fluid,  and  be  found  in  large  numbers  in  leucocytes  and  other  cells.  We 
have  already  seen  in  the  study  of  inflammation  (see  p.  116)  that  certain 
cells  of  the  body  are  capable  not  only  of  taking  up  micro-organisms 
which  enter  the  tissues,  into  their  protoplasm,  but  may  there  kill  and 
perhaps  digest  them,  and  that  thus  the  destruction  of  germs  in  the  body 
may  be  brought  about.  This  mode  of  destruction  of  micro-organisms, 
largely  by  leucocytes  but  also  by  other  mesodermal  cells,  which  when 
thus  engaged  arc*  called  phagocytes,  plays  a  most  important  part  in  the 
establishment  of  immunity. 

On  the  other  hand,  certain  albuminous  ingredients  of  the  body  fluids, 
"alexins"  or  "defensive  proteids,"  have  been  shown  to  possess  marked 
germicidal  powers.  # 

While  thus  two  fairly  distinct  influences  are  evidently  of  importance 
in  enabling  the  body  to  resist  the  incursions  of  pathogenic  germs — cellu- 
lar or  "phagocytic"  and  what  may  be  called  the  "humoral "  or  chemical 
— it  is  obvious  that  ultimately  whatever  destructive  power  the  body  pos- 
sesses toward  micro-organisms  must  be  due,  indirectly  or  directly,  to  cell 
activities.  This  phase  of  immunity  has  been  characterized  as  anti-micro- 
bic  or  anti-bacterial  immunity. 

Furthermore,  the  microbic  toxins  which  are  set  free  by  the  micro- 
organisms may,  like  other  poisons,  be  eliminated  together  with  the  waste 
products  of  body  metabolism  through  the  kidneys,  skin,  etc. 

Artificial  Immunization. 

General  Methods  and  Principles  of  Artificial  Immunization. — If  we  turn 
from  the  germicidal  and  eliminative  phases  of  immunity  just  considered 
to  the  agencies  through  which  either  with  or  without  the  destruction  or 

1  For  a  most  suggestive  and  valuable  paper  on  the  adaptation  of  pathogenic  bac- 
teria to  different  species  of  animals  see  Tlteofxth!  Smith,  Philadelphia  Medical  Journal, 
May  5th,  1900. 
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inhibition  of  growth  of  the  micro-organisms,  artificial  immunization  may 
l>e  secured,  especially  through  the  neutralization  of  the  action  of  toxins, 
we  encounter  the  results  of  a  great  amount  of  the  most  painstaking  ex- 
perimental research.  Briefly  to  summarize  these,  we  tind  that  artificial 
immunization  can  be  accomplished  by  gradually  rendering  the  body 
tolerant  in  one  way  or  another  to  the  presence  of  the  infective  agencies 
without  actually  inciting  the  characteristic  specific  disease. 

I.  In  one  class  of  procedures  artificial  immunity  is  secured  directly  or 
indirectly  through  the  action  in  the  boily  of  bacteria  or  other  microbes  or  mi- 
crobic  poisow  whose  virulence  has  been  in  one  way  or  another  reduced  but  not 
rendered  altogether  inert ;  or  by  the  action  on  relatively  insusceptible  animals 
of  microbes  or  microbic  poisons  of  unimpaired  virulence. 

I.  Insusceptibility  to  particular  forms  of  infectious  disease  may  be 
conferred  by  inoculation  with  cultures  of  the  germ  inciting  the  infection 
whose  virulence  has  been  artificially  reduced.  This  reduction  of  virulence 
of  the  micro-organisms  may  be  accomplished  in  various  ways — by  culti- 
vation at  tcmi>eratures  above  their  optimum;  by  successive  inoculations 
into  insusceptible  animals;  by  prolonged  artificial  cultivation  in  the 
presence  of  oxygen;  by  exposure  to  certain  inorganic  chemical  sub- 
stances, as  the  diphtheria  bacillus  to  trichlorid  of  iodin,  anthrax  to  bi- 
chromate of  potash,  etc. ;  by  exposure  of  cultures  to  organic  extracts  or 
products  of  animal  or  vegetable  cell  metabolism;  by  drying  (hydropho- 
bia), or  by  exposure  to  sunlight;  and  in  other  ways. 

With  the  virulence  of  the  micro-organisms  reduced  in  varying  degrees 
in  one  or  other  of  the  ways  just  mentioned,  the  gradual  habituation  of 
the  bodies  of  animals  to  the  presence  of  pathogenic  germs  may  be  pur- 
sued until  cultures  of  full  virulence  are  tolerated. 

•  2.  Immuuity  may  l>e  conferred  by  the  injection,  in  gradually  increas- 
ing doses,  of  the  metabolic  products  of  bacterial  growth,  either  with  or  with- 
out the  dead  bodies  of  the  germs  themselves — the  bacilli  of  typhoid  fever 
for  example.  The  primary  virulence  of  these  usually  toxic  products  of 
microbic  growth  may  lie  in  various  ways  diminished,  by  heating,  by  mix- 
ing with  organic  extracts  such  as  that  of  the  thymus  gland,  or  with  an 
inorganic  chemical  substance  such  as  trichlorid  of  iodin,  or  by  small 
doses  of  the  already  prepared  antitoxin — see  below. 

3.   Immunity  mav  l>e  secured  in  some  cases  by  the  inoculation  of  ani- 
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mals  which  are  but  moderately  susceptible  to  the  species  employed,  with 
small  but  incresising  quantities  of  germs  having  unimpaired  virulence. 
Under  these*  conditions  the  animal  becomes  more  and  more  unresponsive 
to  the  germ,  until  finally  it  may  display  no  reaction  after  a  quantity  of 
the  virulent  culture  which  at  first  would  have  been  inevitably  fatal. 

Immunization  in  man  by  the  direct  use  of  microbes  or  microbic  poisons 
or  virus  of  diminished  virulence  has  l>een  largely  practised  in  typhoid 
fever,  cholera,  and  hydrophobia. 

II.  In  a  second  class  of  procedures  artificial  immunity  is  secured  by  the 
direct  mingling  of  the  binly  fluids  from  an  already  immune  individual  with 
those  of  the  individual  to  be  protected. 
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1.  Extracts  of  various  organs  and  tissues  of  animals  suffering  from 
infectious  disease,  rendered  germ-free  and  injected  into  healthy  animals, 
have  been  found  in  some  cases  to  confer  a  certain  degree  of  immunity. 

2.  The  blood  serum  of  animals  naturally  immune  to  a  particular  in- 
fectious disease  has  been  found  on  injection  into  those  which  are  suscep- 
tible to  the  same  disease  to  impart  in  some  cases  a  certain  degree  of 
insusceptibility. 

3.  The  blood  serum  finally  of  animals  which  have  been  rendered  in 
one  way  or  another  artificially  immune  to  certain  diseases,  if  introduced 
under  proper  conditions  into  another  susceptible  animal,  has  been  found 
not  only  to  confer  a  temporary  immunity,  but  if  administered  to  an 
alreadv  stricken  individual  to  aid  him  in  the  most  marked  and  efficient 
way  to  overcome  the  deleterious  agencies  at  work. 

Antitoxic  Substances :  Practical  Serum-Therapy  and  Preventive  Inocu- 
lation.— The  knowledge  of  this  immunizing  and  curative  action  of  spe- 
cially endowed  blood  serum  has  been  most  fully  developed  in  diphtheria 
and  tetanus.  The  application  of  a  wide  range  of  facts  experimentally 
revealed  in  the  lower  animals  has  led  to  the  opening  of  a  new  method 
for  the  prevention  and  control  of  infectious  disease  in  man,  which  under 
the  name  of  serum-therapy  is  not  only  full  of  promise  but  has  already 
proved  to  be  of  inestimable  practical  value. 

The  fact  that  many  of  the  pathogenic  micro-organisms  act  harmfully 
upon  the  body  largely  through  their  self  -engendered  toxins,  and  that  the 
effect  of  the  introduction  of  the  blood  serum  of  artificially  immunized 
animals  appeal's  to  be  to  counteract  this  deleterious  effect,  has  led  to  the 
use  of  the  word  antitoxin  for  the  substance  or  substances,  still  but  little 
understood,  which  the  serum  of  the  immunized  animal  has  been  found 
under  these  circumstances  to  contain.  This  phase  of  immunity  in  which 
the  effect  is  reached  through  a  counteraction  of  the  effects  of  the  toxic 
substances  is  called  antitoxic  immunity. 

These  antitoxic  substances  appear  to  be  most  closely  related  to  the 
globulins.  They  may  exist  in  healthy  individuals  or  animals,  and  their 
formation  in  immunization  appears,  therefore,  to  be  due  to  an  exalta- 
tion of  normal  cell  functions  about  which  we  are  at  present  almost 
wholly  ignorant.1 

The  facts  which  have  just  been  set  forth  indicate  that  in  the  artificial 
immunization  we  are  bringing  into  play  and  reinforcing  physiological 
capacities  in  cells  which  under  natural  conditions  the  body  commands 
for  ends  which  may  not  be  identical,  but  are  doubtless  of  similar  purport 
to  those  which  are  accomplished  in  immunization. 

In  the  direct  immunization  of  animals  by  the  toxic  products  of  germ 
metabolism,  considerable  time  is  consumed  in  rendering  available  the 
protective  agencies  which  the  body  finally  secures.  On  the  other  hand, 
in  the  employment  of  the  blood  serum  of  artificially  immunized  animals 
for  protective  and  curative  purposes  in  man  we  make  use  of  the  accom- 
plished results  of  the  protective  mechanism  of  one  animal  for  the  more 

1  See  Hiss  arul  Atkinson,  Journal  of  Experimental  Medicine,  vol.  v.,  p.  47,  1900. 
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direct,  speedy,  and  certain  protection  of  another,  and  this  effect  is  se- 
cured without  those  evidences  of  profound  disturbance  which  the  use  of 
toxic  agents  frequently  discloses.  Moreover,  the  efficiency  of  the  im- 
munizing or  curative  blood  serum  is  directly  proportionate,  as  a  rule,  to 
the  degree  of  immunity  which  the  animal  from  which  it  is  derived  enjoys, 
and  upon  the  amouut  of  serum,  or,  which  is  the  same  thing,  the  amount 
of  antitoxin  introduced.  This  substance,  antitoxin,  does  not  act  appar- 
ently by  di recti}'  neutralizing,  in  a  chemical  sense,  the  poison  which  is 
determining  the  manifestations  of  the  infectious  disease,  but  it  appeal's 
to  stimulate  the  body  cells  which  constitute  the  natural  protective 
mechanism  of  the  stricken  individual  to  greater  activity  or  to  more  pur- 
poseful accomplishment.  While  some  of  the  antitoxic  substances  at  the 
same  time  inhibit  the  growth  or  kill  micro-organisms,  this  is  by  no  means 
always,  or  usually,  the  case. 

111  diphtheria  the  perfection  of  the  process  of  artificial  immunization 
and  the  establishment  of  a  precise  and  successful  curative  method  *  are 
the  direct  results  of  a  long,  patient,  logical  series  of  animal  exi>eriiiieiits 
with  a  definite  end  in  view,  and  by  the  use  of  the  absolutely  identified 
and  well-known  germ  which  induces  the  disease.  On  the  other  hand,  it 
is  not  a  little  curious  that  in  xmaU pox  and  in  hydrophobia  effective  methods 
of  immunization  should  have  been  perfected  without  precise  knowledge 
of  the  micro-organisms  which  incite  the  diseases,  and  yet  by  procedures 
which  though  somewhat  empirically  hit  upon,  are  nevertheless  in  close 
accord  with  those  which  the  most  recent  studies  on  immunity  in  general 
have  shown  to  be  effective.  Thus  in  both  smallpox  and  hydrophobia  the 
material  used  for  protective  inoculation  is  that  which  has  been  artificially 
reduced  in  virulence;  in  the  one  case* — smallpox — by  it  passage  through 
the  body  of  a  relatively  insusceptible  animal ;  in  the  other — hydrophobia 
— by  drying  in  the  air:  but  in  neither  case  do  we  yet  know  the  excitant 
of  the  disease. 

The  Specific  Character  of  Artificial  Immunization. — It  is  not  yet  possible 
to  sav  in  many  cases  to  what  extent  the  immunization  effected  in  any  of 
these  various  ways  is  specific.  In  some  cases  it  appeal's  to  \hs  so.  That 
is  to  say,  the  protection  which  is  afforded,  for  example,  by  an  attack  of 
diphtheria  or  by  the  gradually  increased  administration  of  the  diphtheria 
toxin,  or  by  the  use  of  the  immunizing  serum,  is  limited  to  this  particu- 
lar disease  and  is  not  to  1h>  secured,  at  least  in  such  marked  degree,  by 
the  use  of  other  bacteria  or  bacterial  products.  In  some  instances,  on 
the  other  hand,  immunization  against  one  micro-organism  or  its  toxins, 
or  against  special  toxic  substances,  affords  protection  against  infection 
or  intoxication  by  entirely  different  agents.  Thus  animals  may  be  im- 
munized against  anthrax  by  inoculation  with  bacillus  pyocyaneus. 

It  should  be  borne  in  mind,  however  much  importance  we  may  attach 
to  the  formation  and  action  of  the  antitoxic  substances,  that  these  are  not 
necessarily  always  present  either  in  natural  or  acquired  immunity  to  bac- 
teria or  their  toxins.     Tolerance  to  bacterial  toxins  may  be  established, 

1  See  section  on  Diphtheria,  p.  235. 
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as  may  tolerance  to  other  kinds  of  poisons,  without  the  intervention  of 
antitoxic  or  other  chemical  agents. 

The  Complexity  of  the  Processes  Involved  in  Immunization. — It  thus 
appears  that  while  we  know  a  great  deal  about  the  ability  of  the  living 
body  to  protect  itself  against  the  incursions  of  micro-organisms  and  the 
ravages  of  their  poisons;  while  afield  is  opened  for  the  study  of  artificial 
immunization  which  is  of  the  highest  promise,  both  for  the  advancement 
of  science  and  for  practical  benefit  to  the  victims  of  infectious  disease, 
we  are  yet  very  far  from  comprehending  in  their  finer  details  the  proc- 
esses by  which  immunization  is  secured. 

We  do  not  know  why  the  cells  of  certain  animals  or  why  different 
kinds  of  cells  in  the  same  animal  are  more  susceptible  than  others  to  the 
presence  of  particular  poisons ;  why,  for  example,  the  rabbit  is  less  sus- 
ceptible than  man  to  morphin,  or  why  strychnin  should  affect  the 
nerves  while  curare  aets  upon  the  muscles.  We  are  even  ignorant  as 
yet  in  most  cases  of  either  the  chemical  or  structural  changes  in  cells  by 
which  the  deleterious  action  of  poisons  is  effected.  This  is  indeed  not 
surprising  when  we  reflect  that  the  processes  which  are  involved  are  of 
the  most  subtle  and  complex  nature,  and  that  our  knowledge  of  cell 
metabolism  even  under  normal  conditions  is  most  crude  and  fragmentary, 
consisting  largely  in  rather  gross  determinations  of  end  products  and  leav- 
ing out  of  the  account  the  numberless  molecular  transformations  and 
combinations  through  which  the  life  processes  of  the  cell  are  carried  on. 

The  living  body  cell  is  very  nicely  adapted  to  its  normal  environment ; 
the  living  bacterium  is  almost  equally  sensitive  to  the  conditions  under 
which  its  metabolism  takes  place.  Thus  it  is  that  when  these  subtle 
organisms  react  upon  each  other,  we  are  wholly  unable  with  our  present 
knowledge  to  follow  the  steps  by  which  the  more  gross  manifestations  of 
disturbance  which  we  call  disease  are  reached. 

The  scope  of  this  work  does  not  permit  us  even  to  review  the  various 
hypotheses  by  which  one  or  another  investigator  has  endeavored  to  ac- 
count for  the  evident  phenomena  of  natural  or  artificial  immunization. 
Some  of  the  more  obvious  cousiderat ions  have  been  here  briefly  set  forth. 
It  is  certain,  however,  that  in  all  its  intricate  details  immunization  is  but 
the  result  of  an  adaptation  of  normal  cell  capacities  to  the  special  emer- 
gency which  the  introduction  of  a  new  environment  involves. 


CHAPTER  VIII. 

THE  INFECTIOUS  DISEASES. 
General  Considerations. 

In  the  study  of  the  infectious  diseases  it  is  especially  important  to 
bear  in  mind  that  the  abnormal  processes  through  which  the  disturbances 
incited  by  micro-organisms  are  manifested  are  processes  of  the  body  cells 
and  not  processes  of  the  micro-organisms.  The  micro-organisms  do 
indeed  incite  the  train  of  phenomena  by  which  the  disease  is  mani- 
fested and  the  nature  or  "species"  of  the  micro-organism  may  largely 
influence  the  character  of  the  phenomena,  but  the  stored-up  energy 
which  is  released  in  this  manifestation  is  body-cell  energy  and  not 
that  of  microbic  metabolism.  The  microbes  are  excitants  of  disease, 
but  the  disease  is  a  performance  of  the  body  cells.  If  these  obvious 
considerations  be  held  in  view,  it  will  lx»  convenient  in  considering 
certain  of  the  infectious  diseases  to  use  the  familiar  and  much  abused 
term  "specific"  as  indicative  of  those  phases  of  abnormal  body -cell 
performance  which  are  apt  to  occur  in  characteristic  ways  in  response 
to  special  forms  of  microbic  stimulus.  Thus  the  poisonous  subtances 
which  the  tubercle  bacillus  builds  up  out  of  the  organic  material 
upon  which  it  feeds  are  in  part  such  as  exert  a  peculiar  influence  upon 
connective-tissue  cells,  leading  to  their  proliferation  and  the  temporary 
formation  of  new  tissue — the  tubercle.  This,  together  with  associated 
action  of  the  same  or  other  metal>olic  products  of  the  living  bacillus, 
forms  a  group  of  lesions  and  disturbances  which  is  characteristic  of  the 
action  of  the  tul>crclc  bacillus  in  the  body.  In  this  sense  tuberculosis 
is  a  "  specific  "  disease.  On  the  other  hand,  the  poisons  eliminated  by 
the  tulKMvle  bacillus  may  incite  responses  on  the  part  of  the  body  cells 
which  are  practically  identical  with  those  which  many  other  toxic  sub- 
stances, both  of  bacterial  and  of  other  origin  induce,  fever,  degeneration, 
etc.  These*  manifestations  of  the  action  of  the  tubercle  bacillus  upon  the 
living  body  cells  arc  not  "specific." 

In  our  study  of  the  individual  infectious  diseases  we  shall  encounter 
many  examples  of  this  variety  in  the  effects  which  pathogenic  bacteria 
induce — the  more  characteristic  on  the  one  hand,  and  on  the  other  the 
more  general  responses  which  the  body  cells  make  to  deleterious  agents. 

Claitification  of  the  Infectious  Diseases. — It  is  common  to  group  dis- 
eases either  from  the  clinical  or  the  morphological  or  the  etiological 
standpoint.  But  a  complete  rational  classification  of  disease  is  not  at 
present  possible,  because  in  very  few  diseases  have  we  even  an  approxi- 
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niately  complete  knowledge  of  either  the  symptoms,  the  excitants,  or 
the  morphology  of  the  lesions. 

In  the  infections  diseases  as  we  now  define  them,  the  excitant  is 
definite  and  in  many  cases  known,  but  a  classification  based  upon  the 
character  of  the  excitants  alone  would  be,  as  Martins  has  urged,  a  classi- 
fication of  the  micro-organisms  and  not  a  classification  of  the  diseases. 
If  every  micro-organism  capable  of  exciting  disease4  always  met  in  the 
body  a  similar  response,  the  matter  would  be  comparatively  simple. 
But  the  fact  that  the  responses  of  the  body  cells  to  bacterial  invasion  are 
exceedingly  varied,  and  that  dissimilar  organisms  may  evoke  similar 
responses  renders  a  simple  etiological  classification  even  of  the  infectious 
diseases  unsatisfactory  if  not  impracticable.  Thus  it  is  that  it  is  con- 
venient to  consider  the  infectious  diseases  in  part  together,  in  part  in 
connection  with  the  special  organs  in  which  their  more  common  and 
characteristic  lesions  are  manifested.  Such  a  classification  of  the  in- 
fectious diseases  as  is  here  made  is  based  in  part  upon  similarity  of 
lesions,  in  part  upon  the  relationships  of  the  micro-organisms  concerned, 
and  may  wisely  be  regarded  only  as  a  convenient  form  of  catalogue. 

Groups  of  Bacterial  Disease-Excitants. — One  of  the  interesting  results 
of  the  later  studies  of  bacteria  and  their  associations  with  the  infectious 
diseases  is  the  discovery  that  many  micro-organisms  which  have  been 
proved  to  be  excitants  of  disease  in  men  or  in  lower  animals  are  closely 
related  to  forms  which  are  not  pathogenic.  So  that  we  now  recog- 
nize many  bacterial  groups  which  we  are  wont  to  characterize  by  the 
name  of  the  pathogenic  representative.  Thus  there  aie  staphylococ- 
cus and  streptococcus  groups  of  closely  similar  organisms,  most  of  them 
harmless  to  man.  There  is  the  colon  bacillus  group,  embracing  many 
closely  related  forms  difficult  to  identify.  The  tubercle  bacillus  group, 
the  diphtheria  bacillus  group,  the  actinomyces  or  streptothrix  group,  are 
other  examples  of  this  relationship.1  The  more  these*  related  forms  are 
studied,  the  more  evident  it  becomes  that  in  very  slight  physiological 
variations  may  lie  the  difference  between  pathogenic  and  non-pathogenic 
forms,  and  that  equally  slight  variations  in  the  susceptibility  of  the  host 
may  l>e  of  corresponding  significance. 

In  the  arrangement  and  associations  of  the  infectious  diseases  consid- 
ered in  this  section,  the  existence  of  these  bacterial  groups  will  be  fre- 
quently recognized. 

SUPPURATIVE  AND  ALLIED  FORMS  OF  INFLAMMATION. 

We  have  seen  in  an  earlier  part  of  this  book  that  in  various  kinds  of 
injury  to  the  living  tissues  there  may  be  a  series  of  responses  on  the  part 
of  the  body  cells  which  constitute  or  give  rise  to  the  phenomena  and 
lesions  of  inflammation.  One  of  these  forms  of  tissue  response  to  injury 
is  called  suppuration  or  suppurative  inflammation, 

1  This  grouping  of  related  forms,  frequently  with  special  reference  to  the  qualities 
of  particular  species  as  excitants  of  disease,  has  been  especially  worked  out  by  Krune. 
See  Flugge's  "Mikroorganismen,"  Bd.  ii 
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We  have  seen  that  the  characteristic  feature  of  suppurative  inflam- 
mation is  the  collection  at  or  near  the  seat  of  injury  of  leucocytes,  nnxstly 
of  the  polymorphonuclear  type.  These  leucocytes,  attracted  through 
chemotaxis,  emigrate  from  the  smaller  vessels  and  gather  in  the  tissues. 
Here  they  may  proliferate;  through  their  phagocytic  powers  they  may 
directly  or  indirectly  destroy  living  micro-organisms;  by  means  of  fer- 
ments which  they  elaborate,  they  may  soften  and  remove  dead  tissues; 
or  they  may  themselves  succumb  to  the  action  of  poisons  or  other  local 
conditions  inimical  to  their  life.  While,  to  a  limited  extent,  a  suppura- 
tive inflammation  can  be  incited  by  chemical  agents,  such  as  ammonia, 
turpentine,  etc.,  in  most  cases  it  is  incited  and  sustained  by  micro-organ- 
isms or  by  poisons  which  these  micro-organisms  set  free  sis  the  result  of 
their  own  metabolism  or  by  the  decomposition  of  substances  in  the  tis- 
sues or  the  tissue  fluids. 

Before  considering  in  detail  the  characteristics  of  the  various  forms 
of  micro-organisms  which  may  act  as  excitants  of  suppurative  inflam- 
mation, it  is  necessary  for  us  to  survey  the  various  phases  which  this 
process  presents  under  different  conditions. 

In  the  first  place  while  the  emigration,  proliferation,  and  gathering 
of  leucocytes  is  the  most  characteristic  feature  in  this  form  of  inflam- 
mation, these  are  always  associated  with  the  accumulation  of  more 
or  less  fluid  transudate  from  the  blood-vessels  and  often  with  the  for- 
mation of  fibrin.  These,  the  leucocytes,  the  serum,  and  the  fibrin, 
constitute  the  exudate.  Furthermore,  associated  with  the  accumulation 
of  the  exudate  there  may  be  albuminous  degeneration  and  necrosis  of 
cells  and  tissue  of  the  affected  part  or  of  the  formed  elements  of  the 
exudate  itself.  Finally,  a  proliferation  of  the  fixed  cells  of  the 
affected  region  frequently  accompanies  the  exudative  phases  of  inflam- 
mation and  may  dominate  the  processes  when  regeneration  and  repair 
are  under  way. 

Although  the  processes  involved  are  esentially  the  same,  it  has  Immmi 
found  convenient  to  attach  si>ecial  names  to  various  topographic  forms 
of  suppurative  inflammation,  the  differences  depending  largely  upon  the 
origin,  situation,  extent,  and  complications  of  the  primary  lesion,  some- 
what, however,  upon  the  qualities  fixed  or  variable  of  the  infecting  mi- 
cro-organism. Thus  a  suppurative  inflammation  involving  the  serous 
surfaces  and  resulting  in  the  accumulation  of  a  purulent  exudate  in  the 
serous  cavities,  such  as  the  pleural  and  the  pericardial,  is  called  empyema. 
An  exudative  inflammation  of  the  mucous  membranes  with  a  marked 
emigration  of  leucocytes  from  the  vessels  of  the  submucosa  is  called  a 
purulent  catarrh  or  blennorrhea. 

Pustules  are  superficial  collections  of  purulent  exudate  in  the  skin. 
The  result  of  a  localized  suppurative  and  necrotic  inflammation  starting 
usually  in  the  hair  follicles  of  the  skin  is  called  a  furuncle  or  carbuncle, 
depending  upon  the  extent  of  the  lesion.  Ulcers — in  whatever  way 
originating — (see  p.  90)  may  l>e  the  seat  of  suppuration,  the  exudate 
passing  off  upon  the  free  surfaces. 


ly  the  case  in  the  earlier  stages 
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A  diffuse  infiltration  of  the  subcutaneous  or  deep  fibrous  tissue  or  of 
the  interstitial  tissue  of  the  viscera  with  exudate  is  called  phlegmon.  If 
in  this  phlegmonous  inflammation  there  be  much  serous  fluid  associated 
with  the  cell  accumulation, 
of  the  process,  the  coudition  is  often 
named  purulent  cedema.  When,  on  the 
other  hand,  there  is  a  more  or  less 
circumscribed  collection  of  purulent 
exudate  in  the  depth  of  the  tissues  or 
organs,  associated  with  necrosis  and  flu- 
idi  neat  ion  of  the  tissues  involved,  it  is 
customary  to  call  the  result  of  the  proc- 
ess an  abneesa. 

In  some  phases  of  exudative  inflam- 
mation, particularly  those  involving  the 
serous  surfaces,  the  exudates  often  occur 
together  in  the  most  variable  propor- 
tions; they  are  formed  under  the  in- 
fluence of  the  same  agents  and  frequently  an  exudate  at  first  simply  serous 
iu  character  becomes  fibrinous  or  purulent  or  both  together. 

It  will  thus  be  seen  that  the  exudate  which  is  formed  in  suppurative 
inflammation    varies  considerably   in    its  composition   and    structure. 
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,  pus  consists  of  an  albuminous  fluid  containing  leucocytes, 
some  mononuclears,  most  of  them 
polymorphonuclears  (.Fig.  86.). 
While  the  exudate  is  in  the  tissue 
and  the  conditions  are  favorable,  these 
cells  may  be  alive  and  without  struc- 
tural abnormalities.  But  often,  and 
especially  in  accumulations,  they  pre- 
sent various  phases  of  degeneration — 
albuiniuous  or  fatty — or  of  necrosis 
and  disintegration.  It  is  on  account 
of  their  relative  frequency  and  abun- 
dance in  purulent  exudates  that  the 
leucocytes  are  regarded  par  excellence 
as  pus  cells.  But  other  cells  may  be 
present  in  pus,  thus  in  inflammation 
of  the  serous  membranes,  such  as  the 
peritoneum,  pleura,  etc.,  the.  exfoli- 
MCft  n i»*Ij»o»o™«^«,CH!w!Brw»f  atet'  aiu'  proliferated  niesotheliul  cells 
an  abscess  or  nix  kid.iev.  may  furnish  no  small  part  of  the  cel- 

lular content  of  the  exudate.  In  in- 
flammation of  the  mucous  membranes  also,  the  epithelial  cells,  either 
new-formed  or  simply  exfoliated,  may  be  abundant.  Furthermore,  pus 
may  contain  a  variety  of  chemical  substances  and  formed  elements  de- 
pending upon  the  place  of  its  formation  or  accumulation.  Thus  mucus, 
12 
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fibrin,  cell  and  tissue  detritus,  fat,  and  micro-organisms  may  be  inter- 
mingled with  the  pus  cells. 

The  bacteria  which  are  found  in  the  various  phases  of  suppurative 
inflammation  may  lie  free  in  the  interstices  of  the  tissue  with  the  exu- 
date, or  they  may  be  in  part  within  the  cells  which  have  gathered 
about  them  (Fig.  87).  Both  within  and  without  the  cells  the  bacteria 
may  present  those  structural  alterations  which  denote  their  death  and 
degeneration  in  the  struggle  for  existence  to  which  the  two  forms  of  liv- 
ing beings,  the  microbes  and  the  body  cells,  are  subjected  under  the 
conditions  which  mark  infection.  The  local  and  systemic  reaction,  on 
the  other  hand,  and  the  cell  necrosis  which  so  frequently  follows  the 
growth  of  microbes  in  the  body  are  expressions  of  an  unfavorable  envi- 
ronment to  which  the  body  cells  as  individuals  and  the  body  as  a  com- 
posite organism  are  subjected,  and  to  which  they  may  successfully  react 
or  under  unfavorable  conditions  may  succumb. ' 


While  the  various  forms  of  exudative  inflammation  just  described  are 
more  or  less  circumscribed,  the  soluble  toxins  which  are  formed  at  the 
seat  of  local  bacterial  growth  may,  without  the  dispersion  of  the  germs 
themselves,  be  diffused  through  the  blood  and  the  other  fluids  of  the 
body,  giving  rise  to  the  symptoms  and  lesions  of  toxaemia — fever  and  vari- 
ous other  forms  of  functional  disturbance,  albuminous  degeneration  of 
the  viscera,  f<x»al  necroses,  petechial  haemorrhages,  thrombosis,  lcuco- 
cytosis,  chromatolysis  of  the  ganglion  cells,  etc. 

Of  these  alterations  in  the  body  which  are  of  frequent  occurrence  in 
many  forms  of  toxaemia,  whether  induced  by  bacterial  or  other  kinds  of 
poisons,1  the  only  one  which  demands  special  notice  here  are  the  focttl 
necroxett.  These  usually  small,  often  sharply  circumscribed  areas  of 
dead  tissue  may  be  present  in  any  of  the  viscera,  but  are  often  mast 
abundant  and  conspicuous  in  the  liver.'  They  vary  considerably  in  ap- 
pearance, depending  upon  the  stage  of  the  tissue  involvement.  The  cells 
in  the  aff ected  area  may  be  swollen,  the  cytoplasm  more  transparent  than 
normal,  while  the  nuclei  may  remain  unstained  with  the  usual  dyes  or 
show  various  phases  of  fragmentation  or  disintegration;  or  they  may 
disappear  altogether.  Again,  the  cells  in  the  involved  areas  may  become 
more  coarsely  granular  than  is  normal,  may  undergo  a  change  similar  to 
that  seen  in  coagulation  necrosis  and  with  destruction  of  the  nucleus  may 
form  deeply  staining,  irregular  clumps  or  masses,  or  may  disintegrate 
(Fig.  88).  ' 

1  For  an  exhaustive  review  of  suppurative  inflammation  from  the  nuxlern  stand- 
point with  bibliography  consult  Janoictki,  Ziegler's  "Beitrftge  zur  path.  Anatomic," 
etc.,  Bd.  xv.,  p.  V2H,  1894. 

*8ee  for  effects  of  abrin  and  ricin  intoxication  Flexntr,  Journal  of  Exp.  Med.,  voL 
ii.,  p.  197,  1897;  also  M utter %  Ziegler's  ~Beitrftge,w  Bd.  xxvii.,  p.  881.  1900.  Bibl. 

*  It  seems  probable  that  this  marked  l<x*alization  of  the  action  of  a  soluble  poison  in 
the  tissue  fluids  may  be  due  to  some  local  vulnerability  or  susceptibility  induced  per- 
haps by  limited  vascular  disturbance  or  by  nutritional  defects  otherwise  induced. 
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Associated  with  or  following  these  changes  there  may  be  a  gathering 
of  leucocytes  about  and  within  these  necrotic  areas,  bo  that  the  foci  may 
present  the  appearance  of  little  abscesses  or  masses  of  lymphoid  tissue. 
Finally,  these  necrotic  areas  may  undergo  repair  and  be  replaced  by 
small  masses  of  cicatricial  tissue.1 

SEPTICEMIA   AND   PYJKMIA. 

Bacteria  as  well  as  their  toxins  may  be  distributed  from  a  local  portal 
of  entry  or  an  infected  region  throughout  the  body,  not  only  inciting 
general  functional  and  structural  changes,  but  when  the  bacteria  lodge 


i  .-  *  I  v.'.," 


no  88.— Focal  Necrostb  is  the  Ljveb  Ikdkced  by  Toxic  Material  or  Bacterial  Omoipt. 

in  various  situations  giving  rise  by  new  local  proliferation  to  fresh  foci 
of  inflammation. 

It  is  customary  to  designate  the  condition  in  which  bacteria  ax  well 
as  their  toxins  are  distributed  through  the  body  by  the  blood  and  lymph 
channels  as  septicemia.  When  fresh  suppurative  foci  develop  as  the  re- 
sult of  this  distribution,  the  condition  is  called  pyamia. 

The  terms  septicaemia  and  pyaemia  are  survivals  of  a  nomenclature 
adapted  to  the  period  before  the  nature  of  the  excitants  of  infectious 
disease  was  definitely  known.  The  manifestations  of  septicaemia  were 
then  attributed  to  the  presence  of  putrid  material  in  the  blood.  Pyemia 
expressed  the  belief  that  the  lesions  characterizing  this  condition  were 
due  to  the  presence  of  pus  in  the  blood.  The  term  batieruemia  is  some- 
times and  more  correctly  used  to  indicate  the  presence  of  liacteria  in  the 
blood,  but  the  old  words  with  their  new  implications  and  limitations  are 
still  commonly  employed.' 

1  For  a  comprehensive  study  of  focal  necrosis  and  other  associated  lemons  in  certain 
form*  of  toxemia,  consult  the  excellent  study  of  FTernrr.  "The  Patholoey  of  Toxal- 
bumin  Intoxication."  Johns  Hopkins'  Hospital' ft-]  "vis,  vol.  vi  .  p.  1~ti,  ixfi.  Hi  til. 

1  It  has  long  been  known  that  persons  who  have  received  injuri'-*  or  wound*  may 
taller  from  constitutional  svmptoms.  amone  the  most  marked  of  wliicli  may  la:  fever, 
and  develop  local  or  disseminated  lesions.     To  designate  the  condition  of  lliev-  patient* 


180  THE   INFECTIOUS  DISEASES. 

The  term  pytemiu,  as  will  be  seen,  indicates  a  clinical  and  anatomical 
phase  of  septicaemia. 

Theuew  foci  of  suppuration  in  pyaMuia  are  called  metastatic  abscesses, 
and  in  distribution  these  may  bear  an  obvious  relationship  to  the  seat  of 
the  primary  lesion.  Thus,  in  suppurative  processes  in  the  intestinal 
tract,  metastatic  abscesses  are  liable  to  occur  in  the  liver.  From  sup- 
purations in  the  skin,  bones,  muscles,  eta.,  infectious  emboli  may  be 
transmitted  to  the  lungs  and  lead  to  infarctions  and  abscess;  or,  passing 
these  organs,  the  germs  may  induce  multiple  abscesses  in  the  kidneys 
and  in  other  viscera. 

It  should  l>e  remembered  that  the  point  of  introduction  into  the  body 
of  the  offending  germs  may  lie  wholly  concealed  and  not  associated  with 


any  form  of  demonstrable  external  lesion.  This  is  often  called  rrgptu- 
geneiie  pyieinia  or  sept  ico-pyiemia. 

After  death  from  septicemia  and  pyiemia  there  is  a  considerable 
variety  in  the  post-mortem  appearances. 

There  are  eases  in  which  then-  are  no  recognizable  gross  lesions. 

There  are  cases  characterized  by  early  post-mortem  decomposition; 
post-mortem  staining  of  the  tissues:  congestion  of  the  lungs,  stomach, 
intestines,  and  kidneys;  extravasations  of  blood  in  the  serous  mem- 
branes; swelling  of  the  solitary  anil  agminaicd  lymph-nodules  in  the 
small  intestine;  swelling  of  the  spleen  and  albuminous  degeneration  of 
the  liver  and  kidneys;  chromatolysi*  of  the  ganglion  cells  of  the  brain 
and  coni. 

There  maybe  localized  inflammations.  The  joints,  the  connective 
tissue  around  the  joints,  the  pleura,  the  pericardium,  the  peritoneum, 

o-pys-miii.  pTo-wptfcvmia.  if-hniwniiit.  iiiniimnm- 
\  traumatic  fever,   suppurative  fever,   (iiierpenil  fever,  and 
d  have  Wn  used. 
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the  pia  mater,  and  the  connective  tissue  in  different  parts  of  the  body 
may  be  inflamed.  These  local  inflammations  are  usually  purulent,  ex- 
cept in  the  serous  membranes,  where  the  principal  inflammatory  product 
may  be  fibrin  (Fig.  89).  The  veins  in  the  neighborhood  of  the  wound 
may  contain  softened,  purulent  thrombi,  without  infarctions  in  the  vis- 
cera while  there  may  be  inflammation  of  the  joints  and  serous  membranes. 
On  the  other  hand,  with  the  venous  thrombosis  there  may  be  infarctions 
and  abscesses  in  the  viscera;  local  inflammations  of  the  joints  and  serous 
membranes  may  be  present  or  absent.  While  thrombi  are  often  formed 
in  the  veins  near  the  wound,  they  may  be  situated  in  veins  at  a  distance, 
and  sometimes,  although  infarctions  and  abscesses  be  present,  no  thrombus 
can  be  discovered.  The  veins  may  be  distended  by  the  thrombi  or  contain 
only  small  coagula.  The  different  kinds  of  thrombi,  and  the  varieties 
of  emboli  and  infarctions  which  they  produce,  are  described  in  the  section 
on  Thrombosis,  p.  72.  Leucocytosis  usually  accompanies  pyaemia  and 
septicaemia  as  well  as  the  suppurative  process  with  which  they  are  asso- 
ciated. Studies  of  the  blood  in  various  forms  of  septicaemia  are  numerous 
and  instructive,  but  we  cannot  consider  them  here. ' 

Various  lines  of  research  on  minute  changes  in  cells  wiiich  bacterial 
and  other  poisons  may  induce  justify  the  expectation  that  more  and 
more  we  shall  be  able  to  associate  characteristic  groups  of  symptoms  in 
toxaemia  and  septicaemia  for  which  there  is  now  no  morphological  basis, 
with  well-defined  cell  alterations.  Among  the  most  striking  of  the  toxic 
cell  lesions  thus  far  studied  in  septicaemia  and  bacterial  toxaemia  are  those 
involving  the  cytoplasm  of  the  ganglion  cells  (see  Nervous  System). 

THE  PYOGENIC  BACTERIA. 

While  many  species  of  microbes  are  capable  under  favorable  condi- 
tions of  inciting  suppuration  and  other  forms  of  exudative  inflamma- 
tion and  may  when  they  or  their  toxins  are  disseminated  in  the  body 
give  rise  to  toxaemia,  septicaemia,  and  pyaemia,  there  are  two  forms 
which,  on  account  of  their  early  discovery  and  their  relative  frequency, 
are  commonly  considered  as  par  excellence  "  pyogenic  "  bacteria.  These, 
which  are  called  Staphylococcus  and  Streptococcus,  we  shall  consider  first. 

Characters  of  Staphylococcus  Pyogenes. 

The  Maphylococcu*  pyogenes  aureus  (Micrococcus  pyogenes  aureus)  (Fig.  90)  is  a 
relatively  small  coccus,  the  individuals  varying,  however,  considerably  in  size  (0.7  to 
1.2  fi  in  diameter).  In  its  growth  it  does  not  show  a  characteristic  grouping,  but  grows 
in  irregular  masses  and  heaps  (the  somewhat  crude  resemblance,  when  studied  under 
a  cover  glass,  to  a  bunch  of  grapes  gave  rise  to  the  generic  name);  sometimes,  however, 
pairs  and  groups  of  four  or  short  rows  of  the  cocci  are  seen.  The  germ  is  readily  stained 
by  the  anilin  dyes,  and  does  not  lose  its  color  in  Gram's  method  of  staining.     It  does 

1  Consult  White,  Journal  of  Experimental  Medicine,  vol.  iv.,  p.  425.  1899;  also: 
Adami.  Journal  of  the  American  Medical  Association,  December  10th  and  23d,  1899. 
Both  have  bibliography. 
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not  show  spontaneous  movement,  and,  like  other  spheroidal  forms,  does  not  appear  to 
develop  spores.  It  Is  quite  tenacious  of  vitality,  surviving  long  drying  and  degrees  of 
beat  and  cold  and  an  exposure  to  chemical  bactericides  to  which  many  pathogenic  germs 
readily  succumb.  It  grows  well  at  ordinary  room  temperature  in  such  artificial  culture 
medif  as  nutrient -gelatin,  agar,  beef  tea,  and  milk,  and  on  potatoes,  forming  somewhat 
voluminous  masses  of  culture.  It  rapidly  fluidifies  gelatin, 
coagulates  milk,  and  In  the  various  media  develops  a  yellow- 
ish-white or  a  deep  golden-yellow  color,  whence  its  specific 
name,  aureus,  and  its  common  name,  "golden  coccus."  Its 
col  or- producing  capacity  is  subject  to  wide  variation. 

Effects  of  Staphylococcus  Pyogenes  in  the  Body. — 
The  virulence  of  cultures  of  Staphylococcus  pyo- 
genes obtained  from  different  sources  varies  eon- 
readily  induced   in   the 
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91).  The  lesions  which  it  induces  are  apt  to  be  circumscribed.  It  may 
induce  pustules,  boils,  and  abscesses,  and  various  suppurative  inflamma- 
tions of  the  viscera  and  serous  membranes,  joints,  bones,  endocardium, 
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etc.  These  effects  may  be  induced  by  the  staphylococcus  alone  or  by 
it  in  association  with  other  species  of  germs. 

Staphylococcus  pyogenes  aureus  incites  these  changes  in  the  body  in 
virtue  of  certain  toxins  or  toxalbumins  which  are  produced  as  the  re- 
sult of  its  metabolism,  and  which  are  either  at  once  set  free  or  stored  up 
in  the  body  of  the  germs  until  their  release  by  disintegration  after  the 
death  of  the  germs.  The  special  power  of  the  staphylococcus  to  cause 
the  gathering  of  leucocytes  is  apparently  due  to  the  marked  chemotactic 
powers  of  some  of  the  proteid  substances  in  its  protoplasm. 

It  may  enter  the  body  through  wounds,  small  or  large,  of  the  skin  or 
mucous  membranes.  The  possibility  of  its  entrance  through  uninjured 
surfaces  has  been  demonstrated.  In  many  cases  we  are  quite  unable  to 
trace  it  mode  of  access. '  While  in  the  natural  course  of  events  this  germ 
tends  to  die  in  the  body,  it  may  yet  remain  for  a  long  time  alive. 

It  is  widespread  in  inhabited  regions,  especially  in  towns,  being  fre- 
quently found  on  the  surface  of  the  body,  and  in  the  saliva,  particularly 
of  those  with  acute  or  chronic  catarrh  of  the  upper  air  passages.  As  the 
result  of  the  filthy  habit  of  indiscriminate  public  spitting,  it  is  common 
in  the  dust  of  hospitals,  houses,  towns,  public  conveyances,  and  places 
of  public  assembly.2 

Other  Forms  of  Staphylococcus. 

Staphylococcus  pyogenes  albus. — This  appears  to  be  a  variety  of  the  Staphylococcus 
pyogenes  which  does  not  develop  the  yellow  color  in  cultures.  It  is  of  frequent  oc- 
currence both  in  connection  with  the  aureus  and  alone.  Its  action  on  the  body  is  similar, 
but  it  has  seemed  to  many  observers  to  be  in  general  less  virulent. 

Staphylococcus  epidermidis  albus. — This  coccus  has  been  described  by  Welch  as  of 
frequent  occurrence  in  the  epidermis,  and  although  of  rather  feeble  pyogenic  power, 
yet  seems  frequently  to  cause  small  stitch-abscesses  and  moderate  suppuration  along 
drainage  tubes.  Welch  regards  it  as  possibly  a  variety  of  Staphylococcus  pyogenes 
albus. 

Other  forms  of  staphylococcus  have  been  described — S.  salivarius  pyogenes,  S. 
cereus  albus  and  rlavus — but  they  are  apparently  of  little  pathological  significance. 


Characters  of  the  Streptococcus  Pyogenes. 

The  Streptococcus  pyogenes  (Micrococcus  pyogenes)  is  distinguished  morphologically 
from  the  cocci  just  described  by  the  marked  tendency  which  the  individuals  exhibit, 
when  growing,  to  hang  together  in  longer  or  shorter  chains  (Fig.  92).  It  is  like  the 
Staphylococcus  pyogenes,  immobile,  and  stains  easily  in  the  same  way. 

It  grows  readily,  but  more  slowly  than  Staphylococcus  pyogenes  on  the  ordinary 
culture  media.  It  does  not  fluidify  gelatin,  on  which  it  grows  as  small,  inconspicuous, 
grayish-white  colonies.  On  the  surface  of  agar  plates  kept  in  the  thermostat  at  37°  C. 
for  twenty-four  hours,  the  small  grayish  colonies  usually  show,  under  the  microscope, 
loops  and  fringes  of  the  chain-like  cocci  extending  off  from  the  borders.     The  growth 

1  For  a  resume  of  the  r6ie  of  S.  pyogenes  aureus  in  the  skin  disease,  with  bibliog- 
raphy, see  White,  Boston  Medical  and  Surgical  Journal,  vol.  cxli.,  p.  235,  1899. 

*  For  bibliography  of  S.  pyogenes  aureus,  consult  monograph  by  >\  Lingehheim, 
"Aetiologie  u.  Therapie  der  Staphylokokken  Infectionen,"  in  Beitr.  zur  Exp.  Therapie, 
Heft  i.  a,  1900. 
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on  potatoes  is  inconspicuous.    In  nutrient  broth  it  usually  forms  delicate,  floceulcnt 
masses,  which  cling  to  the  sides  of  the  tubes,  leaving  the  fluid  clear.     Occasionally  the 
masses  of  streptococci  are  dense  and  compact.     Not  infrequently  the  growth  is  diffused 
through  the  nutrient  broth,  rendering  it  turbid.     When  in  vigorous  growth  it  coagu 
lates  milk. 

There  is  considerable  difference  in  the  tenacity  with  which,  in  broth  cultures  of 
streptococci  from  different  sources,  the  individual  cocci  cling  together,  so  that  in  one 
set  of  cultures  the  chains  may  be  very  long,  in  another  short.  It  has  been  thought  by 
some  observers  that  this  difference  is  so  constant  as  to  justify  special  names  for  these 
growth  variants  of  the  streptococcus,  and  they  have  been  called  respectively  Strepto- 
coccus longu*  and  8trej}tococcu»  bretis.  The  growth  in  small  dense  masses  has  given  rise 
to  the  name  Streptococcus  conglomerate.     It  is  questionable,  however,  whether  these 

names  should  be  regarded  as  implying  more  than 
rather  inconstant  growth  varieties. 

Effects   of  Streptococcus  Pyogenes  in  the 

Body. — Streptococci  which  give  evidence  of 

little  virulence  in  animal  inoculation  are  very 

common  in  the  mouths  of  healthy  persons. 

The  significance  of  these  germs  in  healthy 

^    M   a     „  mouths  is  not  yet  clear. 

Fig.  AS.— Streptococcus  Pyogenes.  j 

From  a  broth  culture.  The  results  of  animal  inoculation  with  the 

Streptococcus  pyogenes  are  in  general  simi- 
lar to  those  with  the  Staphylococcus  pyogenes  aureus.  The  strepto- 
coccus is  very  frequently  associated  with  the  staphylococcus  both  in  its 
distribution  outside  the  body,  in  healthy  persons,  and  in  disease.  In 
general  it  may  be  said  that  the  streptococcus  incites  those  forms  of  sup- 
puration and  fibrino-purulent  inflammation  which  tend  to  spread  both 
locally  and  through  metastasis. 

Streptococcus  pyogenes  has  been  found  either  alone  or  in  association 
with  staphylococcus  in  a  large  number  of  suppurative  processes  in  vari- 
ous parts  of  the  body,  the  condition  in  some  cases  receiving  special  names, 
in  others  not.  Thus  in  boils  and  carbuncles,  in  abscesses  and  phlegmons, 
in  herpes,  impetigo  and  panaritium,  in  phlebitis  and  lymphangitis,  in 
erysipelas,  in  suppurative  inflammation  of  various  mucous  and  serous 
membranes,  and  in  some  forms  of  pneumonia,  one  or  other  or  both  of 
these  germs  are  frequently  concerned.1 

One  of  the  most  important  features  of  the  relationship  of  Streptococ- 
cus pyogenes  to  man  is  the  frequency  with  which  it  enters  as  a  concur- 
rent pathogenic  agent  in  already  established  infectious  diseases  due  to 
other  forms  of  micro-organisms.  Thus  some  of  the  most  serious  com- 
plications to  which  the  victims  of  scarlatina,  diphtheria,  typhoid  fever, 
and  pulmonary  tuberculosis  are  liable  are  due  to  the  action  of  the  strep- 
tococcus in  the  body  rendered  unusually  vulnerable  by  the  existence  of 
another  form  of  infection. 

Streptococci  which  upon  their  isolation  from  the  lxxiy  in  suppurative  or  other  in- 
fectious processes  are  very  virulent,  usually,  and  sometimes  very  quickly,  partially  or 
wholly  lose  this  virulence  under  artificial  cultivation.     On  the  other  hand,  cultures  of 

1  Anaerobic  streptococci  have  been  found  by  various  observers  in  abscesses  and 
other  forms  of  suppuration  of  which  they  are  apparently  the  excitants. 
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streptococci  which  have  largely  lost  virulence  under  artificial  cultivation  or  whose 
initial  virulence  was  slight,  may  experience  a  great  exaltation  of  virulence  by  a  long 
succession  of  inoculations  from  animal  to  animal.1 

The  metabolic  products  formed  by  virulent  streptococci  growing  in  nutrient 
broth,  when  freed  from  the  germs  by  filtration,  have  been  found  lo  induce  in  animals 
the  symptoms  of  toxitmia.  The  results  of  preliminary  experiments  on  immunization 
with  these  toxic  products  of  8.  pyogenes  and  the  use  of  the  blood  scrum  of  the  immune 
animal  for  therapeutic  purposes  appear  to  be  promising.  But  the  practical  value  of 
the  so-called  ttrtpUtateeu*  antitoxin  is  at  this  date  not  fully  determined. 

ERTBIPELAS. 

Erysipelas  is  a  diffuse  inflammation  of  the  skin  and  subcutaneous 
tissue  which  tends  to  spread,  and  is  characterized  locally  by  swelling  of 
the  tissue  aud  a  bright-red  color  of  the  integument.     It.  is  usually  accom- 


Showlnft  utrjploroccl  In  the  lymph  spaces. 

panied  by  constitutional  disturbances,  the  most  marked  of  which  is  fever. 
The  morphological  changes  at  the  seat  of  lesion,  as  we  see  them  after 
death,  vary  considerably  in  different  cases  and  in  different  stages  of  the 
disease.  The  redness  of  the  skin  usually  disappears  after  death.  But 
the  tissues  may  be  swollen  by  the  accumulation  of  serous  fluid.  This 
fluid  may  be  nearly  transparent,  or  turbid  from  admixture  with  pus  cells 
(Fig.  93).  Pus  cells  may  infiltrate  the  tissues  either  sparsely  or  in  dense 
masses.  Fibrin  may  be  present,  abscesses  may  form.  Sometimes  vesi- 
cles or  scabs  are  found  on  the  surface,  or  the  affected  region  may  become 
gangrenous.  Aside  from  the  local  lesions,  there  may  be  toxfemia  marked 
by  petechia?  in  the  serous  membranes,  swelling  of  the  spleen,  focal  necro- 
ses, and  albuminous  degeneration  in  the  kidneys  and  liver. 

The  most  common  excitant  of  erysipelas  is  Streptococcus  pyogenes.1 

1  For  bibliography  of  streptococcus  consult  monograph  by  r.  LiitgeWieisn,  "  Actio- 
logie  ii.  Therapic  d.  Streptococcus- Infection,"  Beitr.  ?..  tap.  Thcmpie,  Heft  1,  1S99; 
for  a  study  of  tlie  action  of  streptococcus  toxin  on  various  parts  of  the  body  see  Homeii 
and  others.  Ziegler's  "BeitrBgc."  Btl.  xxv..  p.  159.  1899. 

'In  the  earlv  days  of  modem  bacteriology  the  "chain"  coccus  which  was  discov- 
ered in  the  exudate  of  erysipelas  was  thought  to  hear  a  peculiar  relationship  to  this 
clinical  form  of  phlegmonous  innanmimiiui  iiml  was  (nihil  Ijv  Fthlriw/t  Streptococcus 
erj  sipelatls.  but  it  has  now  been  definitely  identified  with  the  S.  pyogenes. 
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This  organism  may  be  present  in  large  numbers  in  the  lymph-vessels, 
especially  in  the  borders  of  the  inflamed  region.  The  reasons  Tor  the 
clinical  peculiarities  of  this  phase  of  inflammation  are  not  yet  very  clear. 

INFECTIOUS  PSEUDO-MEMBRANOUS  INFLAMMATION  07  MUCOUS 
MEMBRANES.  ( P*oudo- Diphtheria ;  Diphtheroid- Angina  ;  Membranous 
Angina.) 

Under  a  variety  of  conditions,  as  during  scarlatina  and  measles, 
whooping-cough,  typhoid  fever,  etc.,  or  entirely  apart  from  any  compli- 
cating disorder,  an  acute  exudative  inflammation  of  the  mucous  mem- 
branes, especially  of  the  upper  air  passages,  occurs,  which  is  associated 
with  and  is  apparently  induced  by  the  growth  of  Streptococcus  pyo- 
genes.    There  may  be  much  or   little  fibrinous  exudate;  there  may  in 
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early  stages,  or  even  throughout,  be  none  at  all.  The  pellicle  when 
formed  may  l>e  loose  or  adherent,  sharply  circumscribed  or  tending  t<> 
spread.  The  submucous  tissue  may  show  little  change,  or  may  be  con- 
gested and  (edematous,  or  may  be  the  Heat  of  suppurative  inflammation 
(see  Fig.  04),  necrosis,  or  gangrene.  The  process  maybe  confined  to 
the  tonsils.  While  under  these  varying  conditions  the  inflammatory 
process  is  usually  a  local  one  and  runs  its  course  with  or  without  the 
symptoms  of  septieiemia,  occasionally  the  streptococcus  which  enters 
the  blood  may  induce  the  lesions  of  pyiemia.  On  the  other  hand,  it 
may  by  aspiration  gain  access  to  the  lungs  and  induce  varying  phases 
of  complicating  broncho-pneumonia.  The  Staphylococcus  pyogenes  is 
not  infrequently  associated  with  the  streptococcus  in  these  lesions,  but  is 
not  apparently  of  primary  significance.     Simulating  very  closely,  as  it 
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does  in  many  cases,  both  the  local  and  general  phenomena  of  diphtheria, 
this  disorder  has  formerly  been  confounded  with  it,  and  has  been  only 
recently  recognized  as  a  distinct  phase  of  disease.  It  is  now  most  fre- 
quently called  pseudo-diphtheria.  It  seems  in  part  to  cover  the  condi- 
tion formerly  known  as  croup,  in  part  those  cases  formerly  thought  to  be 
mild  diphtheria.  In  many  phases  of  acute  angina,  and  in  many  cases  of 
follicular  tonsillitis,  streptococci  have  been  found  in  large  numbers. 
Other  bacteria,  either  alone  or  in  association  with  the  pyogenic  cocci, 
may  be  excitants  of  pseudo-  membranous  as  well  as  simple  angina. 


OTHER  BACTERIA  WHICH  ABE  FREQUENT  EXCITANTS  OF 

SUPPURATION. 

While  the  Staphylococcus  pyogenes  and  Streptococcus  pyogenes  are 
the  most  common  excitants  of  local  suppuration  with  and  without  toxaemia 
and  septicaemia,  such  conditions,  as  we  have  seen,  are  not  infrequently  due 
to  other  micro-organisms.  Among  these  we  may  mention  here  as  the 
more  common  and  important:  Micrococcus  lanceolatus,  the  gonococcus, 
Micrococcus  tetragenus,  Bacillus  pyocyaneus,  the  colon  and  the  typhoid 
bacillus,  the  bacillus  of  glanders,  the  tubercle  bacillus,  the  pneunio- 
bacillus  of  Friedliinder,  the  diplococcus  of  cerebrospinal  meningitis, 
Bacillus  pyogenes  foetidus,  and  Actinomyces  with  its  related  forms. 

In  some  of  these  organisms  the  pyogenic  qualities  in  their  relation- 
ships to  human  infections  are  most  conspicuous;  in  others,  the  reaction 
of  the  body  to  their  presence  is  such  as  to  justify  a  special  name.  The 
latter  is  particularly  noteworthy  in  the  case  of  the  pneumococcus,  the 
gonococcus,  glanders,  typhoid,  and  tubercle  bacilli,  diplococcus  menin- 
gitidis, and  actinomyces. 

Many  other  micro-organisms  may  be  excitants  of  suppurative  inflam- 
mation in  man  as  well  as  in  the  lower  animals  under  experimental 
conditions,  but  this  exceptional  reaction  of  living  tissues  does  not  fall 
within  the  scope  of  this  work,  which  deals  primarily  with  such  tissue  re- 
actions as  may  occur  under  the  natural  conditions  of  life. 

The  Bacillus  Coli  Communis  and  the  Colon  Group. 

The  bacillus  coli  communis  is  an  organism  so  frequently  present  in  the 
intestines  under  normal  conditions  as  to  be  commonly  called  the  "colon 
bacillus."  It  is  a  motile,  aerobic,  asporogenous  bacillus  considerably  re- 
sembling in  general  form  the  typhoid  bacillus  (see  p.  204).  It  has  been 
repeatedly  found  under  such  conditions  in  connection  with  suppurative 
processes  as  to  justify  the  belief  that  it  is  often  their  excitant. 

It  has  been  found  in  various  forms  of  peritoneal  suppuration,  both 
with  and  without  such  lesions  of  the  intestine  as  would  obviously  permit 
of  its  egress ;  in  appendicitis ;  in  suppuration  about  the  gall  ducts ;  in  hem- 
orrhagic pancreatitis;  in  inflammatory  processes  in  the  genitourinary 
apparatus;  in  the  pericardium  and  pleura.    Although  a  usual  inhabitant 
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of  the  intestinal  canal,  the  Bacillus  eoli  is  often  extremely  virulent  when 
once  it  gains  access  to  the  tissues  of  the  body,  especially  if  these  be 
otherwise  injured  beforehand.  Local  infection  with  this  organism  is 
often  associated  with  serious  toxaemia  and  septicemia.  Intravascular 
injections  of  virulent  cultures  in  rabbits  are  usually  followed  by  symp- 
toms and  lesions  of  septicaemia.  Introduced  subcutaneously  and  intra- 
peritoneally,  it  may  excite  local  suppuration  or  serofibrinous  inflamma- 
tion, often  hemorrhagic  in  character,  terminating  fatally.1 

There  are  so  many  organisms  so  closely  resembling  the  colon  bacillus 
in  their  morphological  and  biological  characters  that  it  has  been  found 
convenient  to  consider  them  as  possible  variations  of  one  form  and  to 
speak  of  them  collectively  jus  the  "colon  group."  The  differentiation 
between  the  individual  members  of  this  group  and  between  these  and  the 
typhoid  bacillus  has  presented  many  difficulties  to  bacteriologists  and 
given  rise  to  much  technical  finesse.  It  is  now  possible  to  differentiate 
between  the  members  of  the  colon  group  and  the  typhoid  bacillus  and 
to  separate  them  in  pure  cultures. 

The  Bacillus  Pyocyaneus. 

This  has  been  known  for  several  years  as  an  organism  occasionally 
found  in  pus  to  which  in  its  growth  it  imparted  a  greenish  color. 
Charrin  in  1889  established  the  significance  of  the  organism  as  an  exci- 
tant of  suppurative  inflammation  and  various  manifestations  of  septi- 
cemia to  which  he  gave  the  name  "  Maladie  pyocyaniqtie. "  Since  this  time 
many  cases  have  been  reported  in  which  the  Bacillus  pyocyaneus,  either 
alone  or  in  association  with  other  organisms,  has  been  found;  for  ex- 
ample, in  purulent  otitis  media,  angina,  endocarditis  and  pericarditis, 
suppurative  inflammation  of  the  urinary  tract,  meningitis,  broncho-pneu- 
monia, gastrointestinal  disturbances  in  infants  and  adults,  and  in  lesions 
of  the  skin  as  well  as  in  systemic  infections  arising  from  primary  local 
suppurative  inflammation.  The  green  color  is  not  always  present  in  the 
lesions,  being  first  developed  in  the  cultures  or  in  experimental  animals. 

The  occurrence  of  the  organ  ism  is  on  the  whole  infrequent.  It  was 
found  bv  Jadowski  twice  in  systematic  cultures  of  the  exudate  from  two 
hundred  cases  of  suppurating  wounds.  Barker  found  it  in  eleven  out  of 
eight  hundred  cases  in  which  systematic  cultures  from  autopsies  were 
made.  It  was  found  in  three  out  of  one  hundred  cases  examined  bv 
Lartigau.  Among  the  more  marked  lesions  which  may  be  present  in 
cases  of  pyocyaneus  infection,  we  may  mention  albuminous  degeneration 
in  the  viscera,  focal  necroses,  luemorrhages,  local  hyperplasias  (Oertel's 
lesion)  in  the  lymph-nodes  and  nodules  throughout  the  body,  and  esi>e- 
cially  superficial,  circumscribed  or  diffuse  necrosis  and  ulceration  in  the 
intestinal  mucous  membrane.* 

'For  details  concerning  B.  coli,  with  bibliography,  consult  J/iwv,  "Traitc  dc  Bac- 
teriologies 1901. 

'For  a  critical  summary  of  the  cases  with  original  studies  and  bibliography  consult 
Lartigau,  Philadelphia  Medical  Journal.  Septeml>er  17th,  1898;  also  Journal  of  Experi- 
mental Medicine,  vol.  in.,  p.  595,  1898. 
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Characters  of  the  Organism. 

This  organism  is  from  1.5  to  2  /*  long,  sometimes  grows  in  short  chains,  is  motile, 
and  decolorizes  by  Gram's  method.  It  grows  readily  on  artificial  media,  usually  devel- 
oping a  greenish  pigment.  It  liquefies  gelatin.  Subcutaneous  injection  of  cultures  in 
rabbits  may  be  followed  by  local  suppuration,  by  hemorrhagic  oedema,  and  by  septi- 
caemia. 

Bacillus  Pneumoniae  (Friedlander). 

In  a  small  proportion  of  cases  of  lobar  and  lobular  pneumonia,  and 
in  a  few  cases  of  exudative  inflammation  of  the  pleura,  pericardium, 
meninges,  and  middle  ear,  this  bacillus  has  been  found.  It  is  sometimes 
found  alone,  but  in  pneumonia  is  frequently  associated  either  with  the 
Micrococcus  lanceolatus  or  with  the  pyogenic  cocci.  It  has  been  found 
in  the  nasal  secretion  and  mouths  of  healthy  persons.  While  belonging 
definitely  among  the  bacilli,  it  so  frequently  occurs  in  the  form  of  very 
short  rods  or  ovals  or  short  chains  that  it  was  formerly  thought  to  belong 
among  the  cocci. 

It  seems  highly  probable  rather  than  proven  that  it  may  be  at  least 
partially  responsible  for  the  lesions  with  which  it  is  infrequently  asso- 
ciated in  man.  This  germ  was  formerly  believed  to  be  of  great  impor- 
tance in  connection  with  acute  lobar  pneumonia,  and  for  a  time  was 
generally  spoken  of  as  the  pneumococcus  of  Friedlander.  It  is  now 
known  not  to  be  a  coccus,  and  is  certainly  of  subordinate  if  at  all  of 
serious  importance  in  the  induction  of  inflammation  of  the  lungs. ! 

Micrococcus  Tetragenus. 

This  organism  has  been  many  times  found  about  the  mouth  and  re- 
spiratory tract,  especially  in  connection  with  suppurative  processes.  It 
has  been  found  also  in  metastatic  abscesses.  While  not  very  virulent  it 
is  apparently  an  occasional  excitant,  either  alone  or  with  other  organ- 
isms, of  suppuration.8 

Characters  of  the  Organism. 

It  is  a  coccus  about  1  p  in  diameter,  usually  occurring  in  groups  of  four.  These 
tetrad  groups  may  be  encapsulated.  It  stains  by  Gram's  method,  and  is  readily  culti- 
vated on  artificial  media.  It  forms  a  dense  whitish  growth  on  gelatin  which  it  does 
not  fluidify.  Septicemic  lesions  with  local  suppuration  may  be  induced  in  guinea-pigs 
by  subcutaneous  injection  with  cultures. 

> 

The  Proteus  Group  of  Bacilli. 

This  is  a  large  and  in  the  economy  of  nature  an  important  group  of 
bacilli  much  concerned  with  the  putrefactive  processes. 

1  Howard,  Philadelphia  Medical  Journal,  vol.  i.,  p.  336,  1898;  Leon,  "Le  bacille  de 
Friedlander,"  These,  Paris.  1897. 

For  a  study  of  this  and  related  organisms,  see  Strong,  Journal  Boston  Society,  vol. 
iii.,  p.  185. 

"For  resume  of  the  significance  of  M.  tetragenus  and  for  bibliography,  consult 
lAirtigau,  Philadelphia  Medical  Journal,  April  22d,  1899. 
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Characters  of  the  Group. 

The  bacilli  of  this  group  may  be  aerobes  or  facultative  anaerobes.  They  arc  of 
medium  size,  asporogenous,  and  while  staining  readily  with  ordinary  dyes  are  apt  to  tie 
decolorized  by  the  Gram  method.  While  the  organisms  of  this  group  are  bacilli,  they 
often  present  considerable  variation  in  form  as  they  grow,  sometimes  being  very  short 
so  as  to  resemble  cocci,  sometimes  forming  threads  which  may  be  so  bent  as  to  suggest 
spirals.  Their  growth  on  solid  media  is  especially  cliaracterized  by  the  tendency  to 
send  runners  from  the  central  growth  out  into  the  surrounding  media,  thus  establishing 
secondary  growth  centres.  They  are  particularly  sensitive  to  environment,  so  that 
physiological  as  well  as  morphological  variations  are  frequent.  It  is  for  these  reasons 
that  the  name  Proteus  has  been  given  to  the  group  and  to  various  species.  The  limita- 
tions of  the  named  species  are,  however,  in  many  cases  quite  ill  defined. 

One  of  the  most  common  forms  has  been  called  Proteus  vulgaris. 
While  this  bacillus  is  very  widespread,  it  is  only  occasionally  the  exci- 
tant of  pathological  processes  in  man,  and  then  almost  always  in  concur- 
rence with  other  organisms,  usually  the  pyogenic  cocci.  Under  these 
conditions  a  suppurative  inflammation  with  foul  exudate  is  apt  to  de- 
velop. Thus  it  has  been  found  in  purulent  peritonitis  and  endometritis, 
in  pleurisy  and  in  phlegmonous  inflammation  in  various  parts  of  the 
body.  Although  this  bacillus  is  not  apt  to  grow  in  the  human  body, 
except  in  association  with  other  micro-organisms  which  may  damage  the 
tissues  or  in  tissues  already  vulnerable  from  injury,  it  may  in  the  blad- 
der independently  incite  an  exudative  inflammation.  In  animals,  sub- 
cutaneous injection  of  the  pure  culture  in  considerable  quantity  may 
lead  to  abscess,  while  the  soluble  products  of  broth  culture  may  induce 
toxaemia. 

Several  other  forms  of  Proteus,  as  well  as  closely  related  species, 
have  been  found  in  human  lesions  for  the  most  part  suppurative  and 
necrotic  in  character  and  these,  in  some  cases,  have  been  conclusively 
shown  to  be  the  excitants  of  the  pathological  processes,  but  the  scope  of 
this  work  does  not  permit  further  details. ' 

Among  the  other  bacteria  which  commonly  induce  local  suppuration, 
with  or  without  toxiemia  and  septicaemia,  some  are  of  frequent  occur- 
rence as  excitants  of  such  well-marked  and  more  or  less  characteristic 
forms  of  disease  as  have  long  been  recognized  clinically  and  have  re- 
ceived special  names,  such  as  pneumonia,  gonorrhoea,  cerebrospinal  men- 
ingitis, etc.  These  will  be  in  part  considered  in  the  section  dealing  with 
the  organs  in  which  their  more  characteristic  lesions  are  manifested. 


ACUTE  LOBAR  PNEUMONIA  AND  OTHER  INFECTIOUS  DISEASES 
INDUCED  BY  THE  MICROCOCCUS  LANCEOLATUS  (Diplococcus 
Pneumoniae). 

Micrococcus  lanceolatus  is  frequently  spoken  of  as  the  "  pneumococcus 
of  Frankel,"  because  its  significance  and  life  history  in  connection  with 

1  These  mav  be  found  in  Kxuse's  article  on  "The  Bacilli n  in  Flugge**  a Mikroorga- 
nismen,"  last  edition. 
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acute  lobar  pneumonia  were  first  demonstrated  by  him. '  It  is  commonly 
called  simply  the  "pneuniococcus." 

Characters  of  the  Micrococcus  Lanceolatus. 

During  their  development  these  germs  are  distinctly  spheroidal;  but  in  their 
mature  condition  they  are  apt  to  become  slightly  elongated  or  oval  and  are  often  a  little 
broader  at  one  end  than  at  the  other,  assuming  a  lanceolate  form.  They  are  very  apt 
to  occur  in  pairs,  and  frequently  are  seen  in  short  chains,  rarely  in  long  chains.  Very 
frequently,  when  growing  in  the  living  animals,  the  pneumococcus  is  surrounded  by  a 
distinct,  homogeneous  capsule  of  varying  thick- 
ness (see  Fig.  95).     This  capsule  does  not,  as  a  rule, 

develop  in  artificial  cultures.    The  coccus  itself  is  £  0 

readily  stained  by  the  anil  in  dyes  and  retains  the  V  W 

8 tain  by  Oram's  method ;  the  capsule  is  not  easily  ^^        m 

demonstrated  except  by  special  staining  methods. 

The  pneumococcus  has  no  spontaneous  move- 
ment and  grows  but  feebly  at  ordinary  room  tem- 
perature.    It  grows  much  better  at  blood   heat, 

forming  on  the  surface  of  blood  serum  or  on  very      Flf-  ^-Micrococcus  Lanceolatus 
i.  wi      n    i.         i        .  i  *     *  •  *  •  i  (Pneumococcus)  with  Capsules. 

slightly  alkaline  glycenn-agar  plates  faint  grayish, 

dewdrop-like,    inconspicuous    colonies,    somewhat  Stained  by  Welch's  method, 

similar  to  those  of   Streptococcus  pyogenes,  but 

usually  more  delicate.  In  beef  tea  it  forms  at  body  temperature  a  faint  whitish  sedi- 
ment with  slight  turbidity  of  the  fluid.  As  a  rule,  the  cultures  are  prone  to  lose  soon 
their  virulence  and  to  die  off  early,  but  the  virulence  may  be  maintained  by  successive 
inoculations  in  the  rabbit.  The  organism  may  remain  alive  for  a  long  time  dried  in 
the  sputum,  in  one  set  of  experiments  for  more  than  seventy  days. 

The  pneumococcus  injected  subcutaneously,  while  virulent,  into  mice  and  rabbits 
may  induce  a  rapidly  fatal  septicaemia,  often  with  little  marked  anatomical  change, 
save  enlargement  of  the  spleen.  Sometimes  there  are  necrotic  foci  in  the  liver,  fibrin 
in  the  glomeruli  of  the  kidneys,  fatty  degeneration  of  the  heart.  Suppurative  inflam- 
mation at  the  seat  of  inoculation  and  elsewhere  may  follow.  The  blood  and  viscera 
may  show  under  these  conditions  numerous  cocci,  mostly  with  capsules,  or  they  may 
be  confined  to  the  seat  of  inoculation.  Cultures  which  have  been  reduced  in  virulence, 
so  as  not  to  cause  early  death  by  septicaemia,  may,  when  introduced  into  the  trachea  of 
rabbits,  induce  a  fairly  typical  lobar  pneumonia ;  especially  if  these  animals  are  made 
vulnerable  by  cold  or  by  other  agencies  which  impair  the  integrity  of  the  blood  or  other 
tissues.*  Different  species  of  animals  show  marked  differences  in  vulnerability  to  the 
effects  of  the  pneumococcus. 

This  germ  is  the  exclusive  inciter  of  typical  acute  lobar  pneumonia  in 
man.  It  appears  to  act,  in  part  at  least,  by  the  development  of  an  albu- 
minous poison  which  has  been  tentatively  called  pneumotoxin.*  It  would 
seem  to  be  the  pneumotoxin  which  induces  the  symptoms  in  acute  lobar 
pneumonia  indicative  of  systemic  poisoning,  since  the  bacteria  them- 
selves are  usually  confined  to  the  lungs. 


some 

*  r  or  reiereuce  10  experimental  pneumonia  see  p.  **n#. 

*  The  observations  of  the  Klemperers  and  others  suggest  the  possibility  that  at  a 
certain  period  of  the  disease  the  blood  or  body  juices  are  capable  of  developing  a  sub- 
stance antidotal  to  this  pneumotoxin.  the  potency  of  the  former  being  signalized  by  the 
so-called  u crisis."  Satisfactory  applications  of  this  alleged  M  pneumonia  antitoxin  "  in 
therapeutics  have  not  yet  been  made. 
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For  a  more  detailed  description  of  these  lesions  of  pneumonia,  and  an 
account  of  other  bacteria  which  may  be  present,  see  p.  450. 

In  addition  to  its  more  common  effect  in  inducing  lobar  pneumonia, 
the  pneumococcus  is  frequently  the  excitant  of  exudative  inflammation  in 
other  parts  of  the  body,  either  in  connection  with  or  without  a  primary 
lobar  pneumonia.  Thus  it  has  been  repeatedly  found  in  pleuritis,  otitis, 
meningitis,  empyema,  pericarditis,  endocarditis,  and  in  peritonitis.  It 
has  also  been  found  in  abscesses  of  the  viscera  and  in  exudative  inflam- 
mation of  the  joints.  Leucocytosis  usually  accompanies  infection  with 
the  pneumococcus. 

It  is  a  frequent  inhabitant  of  the  mouth,  even  in  health.  It  lists 
been  found  in  the  mouths  of  about  twenty  per  cent  of  healthy  persons 
examined.  It  is  thrown  off  in  the  sputum  in  lobar  pneumonia,  and  no 
doubt  from  these  sources  in  the  dried  condition,  as  dust,  furnishes  the 
infectious  agent  which  in  favoring  conditions  of  the  body  lights  up  the 
inflammatory  process  in  the  lungs.1 

For  staining  the  pneumococcus  with  its  capsule  the  method  suggested  by  Welch  * 
gives  the  most  satisfactory  result. 

The  exudate  containing  the  germ  is  dried  and  fixed  upon  the  cover  glass  in  the 
manner  described  on  page  150.  It  is  now  treated  with  glacial  acetic  acid,  which  is  at 
once  drained  off  and  replaced  by  anilin-gentian-violet  solution  (page  150),  this  l>eing 
drained  off  and  renewed  several  times  until  the  acetic  acid  is  displaced.  The  specimen 
is  now  washed  with  a  two-percent  solution  of  sodium  chlorid,  in  which  it  may  be  cov- 
ered and  studied. 

Such  specimens  are  not  usually  suited  for  permanent  preservation,  although  occa- 
sionally after  drying  and  mounting  in  balsam  the  capsules  retain  their  color.  Annoying 
color  precipitates  frequently  interfere  with  full  success  by  this  method. 

The  pneumococcus  may  be  stained  in  sections  by  Weigert's  modifications  of  Gram's 
method  with  preliminary  contrast  stain  (see  page  150).  By  this  method  the  fibrin  in 
the  pneumonic  exudate  is  also  stained. 


GONORRHOEA  AND  OTHEB  INFLAMMATORY  LESIONS  INDUCED  BY 
THE  MICROCOCCUS  GONORRHCE2E  (OONOCOCCUS). 

The  Micrococcus  gonorrhww  (gonococcus)  is  most  commonly  found  in 
the  exudate  of  gonorrheal  inflammation  of  the  mucous  membranes,  es- 
pecially of  the  urethra.  It  may  be  free  or  enclosed  in  leucocytes  or 
other  cells  (Fig.  96),  within  or  between  the  epithelial  cells.  The  organ- 
ism may  be  distributed  from  the  seat  of  primary  lesion,  giving  rise  to 
gonorrheal  arthritis,  to  malignant  endocarditis,  to  exudative  inflamma- 
tion of  the  pleura,  and  to  inflammatory  processes  in  other  parts  of  the 
body.3 

The  gonococcus  may  in  the  primary  as  well  as  in  the  secondary  lesions 
be  associated  with  the  "  pyogenic  cocci,"  the  colon  bacilli,  or  other  micro- 
organisms.    These  associations  have  been  observed  in  cases  of  pyiemia 

1  Ottoknghi,  Centralbl.  f.  Baeteriolojrie,  Abth.  i.,  Bd.  xxv.,  p.  120,  1890. 

*  Welch,  Johns  Hopkins  Hospital  Bulletin,  vol.  hi.,  p.  12*.  1*92. 

*  Consult,  for  cases  and  bibliography.  Yt*nngt  "Welch  Anniversary  Contributions 
to  the  Science  of  Medicine."  p.  677.  1900;  also: 

Elting,  Albany  Medical  Annals.  March.  1900.  Bibl. 
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following  gonococcal  infection.     The  gonococcus  is  usually  most  abun- 
dant in  the  urethra  during  the  acute  stage  of  the  inflammation.     But 

long  after  the  organisms  have  disap- 
peared from  the  urethral  discharge 
they  may  be  present  in  small  num- 
bers in  the  deeper  portions  of  the  ure- 
thra or  in  the  prostatic  secretions 
whence  under  favoring  conditions  a 
fresh  infection  mav  arise.  In  the 
female  the  inflammation,  through  the 
transportation  of  the  gonococci,  may 
extend  to  the  vagina  and  uterus  and 
into  the  Fallopian  tubes.  The  germs 
may  enter  the  peritoneum,  inducing 
exudative  inflammation.  Hyperplasia 
and  suppuration  of  lymph  nodes  near 
the  inflammatory  region  may  occur. 
Gonorrhoeal  conjunctivitis  is  similar  in  origin  and  character  to  the  in- 
flammation of  the  urethra. 


*< 


% 
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Fig.  96.— Micrococcus  Uonorrikejc  in  Cells. 
— Specimen  krom  the  Urethra. 


Characters  of  the  Gonococcus. 

The  gonococcus  is  apt  to  occur  in  pairs,  the  apposed  sides  being  more  or  less  dis- 
tinctly flattened  (Fig.  97).  It  stains  readily  with  the  aniliu  dyes,  and  differs  from  most 
known  cocci  which  might  be  mistaken  for  it  in  that  it  is  decolorized  by  the  iodin  solu- 
tion in  the  Gram  method  of  staining.  It  is  well  after  the  decolonization  by  this 
method,  and  before  mounting  in  balsam,  to  make  a  contrast  stain  with  a  dilute  aqueous 
solution  of  Bismarck  brown.  Then  the  gonococci  will  be  of  light-brown  color,  while 
most  other  genus  will  retain  the  violet  color. 

The  gonococcus  does  not  grow  at  ordinary  room  temperatures  nor  on  the  ordinary 
solid  or  fluid  culture  media.  It  may,  however,  be  cultivated  at  the  temperature  of  the 
body  on  human  blood  serum  or  on  a  combination  of  this  with  agar.  Heiman  has  found 
that  it  grows  readily  on  the  clear  exudate  or  transudate 
from  the  pleural  cavities  in  man  when  this  is  mixed 
with  peptonized  agar.1 

In  this  "chest-serum  agar"  the  surface  growth  of 
the  gonococcus  is  in  the  form  of  small  circular,  sharp- 
edged,  slightly  raised,  nearly  transparent  colonies, 
coarsely  mottled  in  the  central  portion,  finely  granular 
toward  the  borders.  The  life  of  the  colonies  under  arti- 
ficial culture  is  short,  but  by  frequent  transference  to 
fresh  media  it  may  be  maintained  indefinitely  and  grad- 
ually adapts  itself  to  the  artificial  environment.     It  is 

probable  that  the  organism  has  no  natural  habitat  outside  the  bodies  of  human  beings. 
The  lower  animals  are  not,  as  a  rule,  susceptible  to  inoculations  of  the  mucous  mem 
branes  with  the  gonococcus,  but  suppurative  inflammation  has  been  induced  in  mice 
and  guinea-pigs  by  intraperitoneal  injections. 

Inoculations  of  pure  cultures  of  the  gonococcus  upon  the  urethral 
mucous  membranes  of  man  have  been  repeatedly  made  and  were  fol- 
lowed by  a  characteristic  catarrhal  inflammation.     Thus  the  evidence  is 


Hits* 

Fig.  97.— Micrococcus  Gonor- 
rhoea: (Goxococcrs). 

From  culture. 


13 


Heiman,  Medical  Record,  June  22d,  1895,  Bibl. 
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complete  that  the  gonococcus  is  an  excitant  of  the  inflammation  with 
which  it  is  so  constantly  associated.  But  in  what  measure  this  germ,  in 
what  measure  others  are  responsible  for  the  complicating  inflammations 
when  both  germs  occur  together,  is  yet  to  be  determined. 

Inasmuch  as  one  or  more  forms  of  cocci  and  diplococci  occurring  in 
the  normal  and  in  the  inflamed  urethra  are  morphologically  similar  to 
the  gonococcus,  great  caution  should  be  exercised  in  doubtful  cases  in 
deciding  upon  the  nature  of  suspicious  micro-organisms  in  urethral  dis- 
charges or  other  exudates.  But  the  pronounced  tendency  of  the  gono- 
coccus to  gather  within  cells;  the  sometimes  conspicuous  but  often  ill- 
defined  flattening  of  the  apposed  sides  of  the  gonococci ;  the  decolorization 
by  Gram's  method,  which  leaves  most  other  germs  apt  to  be  associated 
with  the  gonococcus  still  stained,  and  whenever  practicable  the  artificial 
culture  characters — these  all  should  be  considered  in  the  summary  of 
evidence. ' 

ACUTE  CEREBROSPINAL  MENINGITIS. 

This  is  an  acute  infectious  disease  of  which  the  characteristic  lesion 
is  an  exudative  inflammation  of  the  pia  mater  of  the  brain  and  cord. 

As  a  rule  the  inflammation  of  the  pia  mater  results  in  a  large  pro- 
duction of  serum,  fibrin,  and  pus,  which  infiltrate  the  pia  mater  and  ac- 
cumulate in  the  ventricles,  so  that  the  gross  appearance  of  the  brain  is 
characteristic.  The  exudation  is  especially  abundant  at  the  base  of  the 
brain  and  over  the  posterior  surfaces  of  the  cord.  In  children  the  dis- 
tention of  the  lateral  ventricles  with  purulent  serum  may  l>e  a  marked 
feature,  while  in  adults  the  quantity  of  serum  is  apt  to  be  small.' 

While  the  above  are  the  characteristic  lesions  of  this  disease,  there 
are  a  nuint>er  of  secondary  or  associated  septicemic  or  toxa*inic  lesions 
in  different  parts  of  the  body.  There  may  be  subserous  punctate  haem- 
orrhages in  the  endocardium ;  peteehiie  in  the  skin;  hyalin  and  granular 
degeneration  in  the  voluntary  striated  muscle;  occasional  multiple  ab- 
scesses in  various  parts  of  the  body;  suppurative  inflammation  of  the 
joints;  albuminous  degeneration  of  the  heart,  liver,  and  kidneys;  and 
hyi>erplasia  of  the  gastro- intestinal  lymphatic  apparatus  and  of  the 
spleen. 

Orebro-spinal  meningitis  may  occur  by  itself  or  in  connection  with 
some  other  acute  infectious  disease,  such  as  acute  lobar  pneumonia, 
mycotic  ulcerative  endocarditis,  py«emia,  multiple  suppurative  arthritis, 
otitis  media,  puer))eral  fever,  typhoid  fever,  etc. 

It  may  be  epidemic,  the  lesions,  however,  being  essentially  similar  to 
those  in  the  sporadic  form. 

1  Von  Hibler.  (Yntmlbl.  f.  Bakteriologie,  etc.,  Bd.  xix.,  p.  120,  1896.  For  sum- 
mary of  current  work  on  the  gonococcus  with  bibliography  consult  Sei*aer  and  SchAffer, 
"Ergcbnisse  der  allg.  Aetiologie  der  Menschen-  u.  Thierkrankheiten,"  Jahrg.  I..  Abth. 
1,  p.  477.  1896. 

A  comprehensive  bibliography  may  be  found  in  an  article  by  Kiting.  Albany 
Medical  Annals,  March,  1900. 

*  For  further  details  of  the  lesions  in  exudative  meningitis,  see  Nervous  System. 
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Bacterial  Excitants. — In  sporadic  cerebrospinal  meningitis  the  strepto- 
coccus and  staphylococcus  pyogenes,  micrococcus  lanceolatus, !  the  in- 
fluenza bacillus,  the  typhoid  bacillus,  and  the  gonococcus  have  been 
repeatedly  found  in  the  exudate.     Other  bacteria  have  been  described. 

In  epidemic  cerebrospinal  meningitis,  a  micro-organism  has  been  re- 
peatedly found,  called  by  Weichselbaum  the  Diplococcus  intracellular  is 
meningitidis,  which  is  clearly  one  of  the  chief  if  not  the  sole  inciting  factor 
in  the  disease.  It  is  found  in  the  purulent  exudate  of  the  meninges  in 
large  numbers,  and  is  usually  within  the  leucocytes  or  pus  cells. 

Characters  of  Diplococcus  Intracellulars  Meningitidis. 

It  is  an  oval  diplococcus  not  staining  by  Grain's  method.  Its  growth  on  artificial 
media  is  meagre.  It  forms  small  transparent  colonies  on  glyeerin-agar  at  37 J  C.  which 
soon  die  out  without  frequent  transplanting  to  fresh  media.  It  does  not  grow  at  room 
temperature.  Animal  experiments  are  on  the  whole  confirmatory  of  the  belief  in  its 
pathogenic  activity. 

This  organism  closely  resembles  the  gonococcus  in  morphology  and 
considerably  so  in  culture,  and  they  are  evidently  closely  related.8 


GLANDERS. 

Glanders  is  an  infectious  disease  incited  by  the  presence  and  growth 
in  the  body  of  the  Bacillus  mallei. 

It  is  most  common  in  the  horse,  affecting  the  mucous  membrane  of 
the  nose  (when  involving  the  skin  the  disease  has  been  called  farcy),  and 
can  be  communicated  to  man  and  to  certain  other  of  the  domestic  ani- 
mals by  direct  or  accidental  inoculations. 

The  disease  in  man  is  most  frequent  in  those  who  come  much  into 
direct  contact  with  horses.  The  seat  of  primary  local  infection  is  most 
often  the  skin,  more  rarely  the  mucous  membranes  about  the  nose  and 
mouth. 

The  local  lesions  are  similar  in  man  and  the  lower  animals.  In  the 
presence  of  the  Bacillus  mallei  there  is  usually  a  circumscribed  or  more 
rarely  a  diffuse  infiltration  of  the  tissue  with  leucocytes  and  young  con- 
nective-tissue cells.  These  whitish  foci  of  cell  accumulation  mav  be 
small  and  to  the  naked  eye  resemble  miliary  tubercles ;  or,  they  may  l>e 
larger  and  nodular.  The  tissues  about  them  may  be  infiltrated  with 
blood.  But  the  accumulated  cells  are  apt  in  the  presence  of  the  bacilli 
to  become  necrotic  and  disintegrate  and  thus  lead  to  smaller  and  larger 
abscesses,  or,  if  near  the  surfaces,  to  ulcers.  If  they  occur  on  mucous 
membranes  these  lesions  are  often  accompanied  by  intense  diffuse  catar- 
rhal inflammation. 

As  the  glanders  nodules  soften,  the  bacilli  are  apt  to  diminish  in 

1  For  bibliography  of  pneumococcus  meningitis  see  Levi,  Arch,  de  Med.  Exp.,  t.  ix\. 
p.  49,  1897. 

*  For  a  study  of  cases  with  bibliography,  consult  Flexner  and  Barker,  American 
Journal  of  the  Medical  Sciences,  vol.  cvii.,  pp*  155  and  259, 1894;  also  Councilman,  Mai- 
lory,  and  Wright,  "Special  Report  of  the  State  Board  of  Health  of  Massachusetts/  1898. 
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number  or  in  the  capacity  to  stain,  so  that  it  may  be  possible  to  detect 
their  presence  only  by  inoculation  or  culture  methods. 

The  disease  may  begin  at  a  single  point,  so  that  it  may  be  mistaken 
for  a  carbuncle  or  gangrenous  erysipelas.  But  the  infection  is  apt  not 
to  remain  local ;  the  bacilli,  finding  their  way  along  the  lymph  channels 
into  various  parts  of  the  body,  set  up  fresh  foci  of  inflammation  and 
necrosis.  Then  the  skin  may  be  covered  with  a  pustular  eruption; 
furuncles,  carbuncles,  and  abscesses  may  form  beneath  the  skin  and  in 
the  muscles.  Nodules  are  found  in  the  nasal  mucous  membrane,  the 
lungs,  kidneys,  testes,  spleen,  and  liver.  The  joints  may  be  inflamed, 
and  then*  may  be  osteomyelitis.  Leucocytosis  may  accompany  infection 
with  the  B.  mallei. 

The  glanders  infection  may,  however,  pursue  a  more  chronic  course, 
with  hard,  persistent  nodules  and  sluggish  ulcers.  Under  these  condi- 
tions the  detection  of  the  bacillus  in  the  tissue  by  a  simple  morphologi- 
cal examination  may  be  difficult. 

While  some  forms  of  glanders  nodules  somewhat  resemble  in  gross 
and  microscopic  appearance  certain  forms  of  miliary  tubercles,  the  ab- 
sence in  the  former  of  coagulation  necrosis  and  of  giant  cells,  and  the 
tendency  to  rapid  disintegration  and  softening  in  the  latter  will  usually 
suffice  for  the  distinction  between  the  two  sets  of  lesions.  But  the 
demonstration  of  the  bacilli  characteristic  of  each  is  in  all  cases  decisive. 

Characters  of  the  Bacillus  Mallei. 

The  Bacillus  mallei  is  a  slender  bacillus  proportionately  thicker  than  the  tubercle 
bacillus,  with  rounded  ends,  occurring  singly  or  in  pairs  (Fig.  98).  It  stains  easily 
with  the  anilin  dyes,  but  readily  gives  up  the  color  in  presence  of  even  feeble  decoloriz- 
ing agents  such  as  dilute  alcohol  or  acids.  It  is  left  decolorized  by 
Gram's  method.  When  stained,  uncolored  areas  are  apt  to  remain 
in  the  body  of  the  germ.  Whether  these  are  spores  or  not  is  not 
yet  definitely  determined. 

In  the  tissues  the  bacilli  may  be  stained  with  Loffler's  alkaline 
methylene  blue. 

Fig.  98.— BAciLLra  The  glanders  bacillus  grows  readily  on  almost  all  of  the  ordi- 

Mallei.  nan'  artificial  culture  media,  and  best  at  blood  heat.     The  growths 

on  solid  media  are  apt  to  be  viscid.  On  potatoes  it  forms  in  two 
or  three  days  an  abundant  yellowish  pellicle  which  in  a  few  days  darkens  and  finally 
becomes  brown  in  color.  It  gradually  loses  its  virulence  in  successive  generations  of 
artificial  cultures.  The  germ  is  easily  killed  by  moist  heat,  but  may  remain  alive  in 
a  dried  state  for  months.  Field  mice  and  guinea-pigs  are  very  susceptible  to  infection 
with  the  Bacillus  mallei,  and  after  inoculation  develop  highly  characteristic  local  and 
general  lesions. 

In  cases  in  which  an  early  diagnosis  is  imperative  it  is  well,  in  addition  to  the  mor- 
phological examination  and  cultures  of  the  suspected  exudate,  to  inject  a  small  amount 
into  the  peritoneal  cavity  of  a  male  guinea-pig.  If  the  virulent  glanders  tiacilli  be 
present,  within  two  or  three  days  the  testicles  will  swell  and  develop  an  intense  sup- 
purative inflammation. 

As  the  glanders  bacillus  grows  in  nutrient  broth  a  proteid  substance— or  substances 
— develops,  which  when  concentrated  by  evaporation  of  the  broth  is  called  mallein. 
This  substance  prepared  and  administered  to  horses  suffering  from  glanders,  as  tuber- 
culin is  prepared  and  administered  to  tuberculous  cattle  (see  page  225),  gives  a  similar 
temperature  reaction,  and  is  thus  an  important  diagnostic  agent. 


TUK    IXFBtTlors    [ll.SKA.SKs. 


Other  Bacilli  Related  to  Bacillus  Mallei. 

Several  bacilli,  apparently  related  In  tltij  R  mallei,  have  been  found  in  various 
lesions  in  men  mill   lower  animals.      Thus  tin  organism  called  li,iriiltt*  /i>ifui/iitHbrmtloiti* 

has  been  found  in  certain  oodulai  lesion*  somewhat  resembling  tubercles  which  are 
especially  frequent  in  rodents.  11.  fi*<iuit,tuli,rri,h.*i*  li</>tifnn',  1.1  bus  been  described  in 
:i  «-rii's  i.f  clii'i-sy  nodules,  nf  iln-  peritoneum,  nancrrus,  und  liver  in  man.  In  this  group 
also  belong  organism*  which  have  been  found  in  noma. 

Chancroid. 

In  the  lesion  of  "wfl  ehmiert"  (cbaucroid|  and  the  discharge  from  it  a  small  oval 
bueilluK  has  been  frequently  found  either  clustered  or  in  tbains.  It  stains  readily  with 
methylene  blue,  although  it  easily  loses  the  color.  It  usually  occurs  with  oilier  micro 
organisms,  and  has  been  found,  though  not  usually,  in  the  buboes,  often  occurring  with 
the  sore.  It  has  not  yet  been  obtained  in  pure  culture,  so  that  inoculation  experiments 
indicating  its  pathogenicity'  are  not  wholly  conclusive. 


ANTHRAX.     (Splenic    Fever;    Malignant    Pustule;    Charbon ;    Carbuncle.) 

This  disease)  which  is  much  more  common  in  the  lower  animals, 
especially  the  herbivora,  than  iu  man,  is  widely  prevalent  in  Europe. 
It  is  comparatively  rare  in  the  United  Slates,  but  iu  certain  regions  is 
psora  common  than  formerly. 

It  is  induced  in  man  by  accidental  innc illation  with  Ihe  Bacillus  an- 
thracis,  which  also  incites  Die-  disease  in  Hie  lower  animals.      Inoculation 


may  occur  through  the  skin  by  the  agency  of  flies  and  other  insects 
which  have  been  feeding  on  animals  infected  with  this  disease,  through 
abrasions  or  slight  wounds  on  the  hands  of  those  handling  their  oa  misses 
or  hides,  or  in  oilier  ways.  Following  litis  skin  inoculation  a  pustule  is 
apt  to  develop — "malignant  pustule" — and  varying  phases  of  an  acute 
e\udalive  inflammation,  which  may  he  hiemorrhagic,  serofibrinous, 
purulent,  or  necrotic,  accompany  Hie  local  proliferation  of  the  germs 
l  Vi-.  99  i.     Anthrax  bacilli  in  large  numbers  may  be  present  in  the  local 
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lesion.  Prom  this  local  source  a  general  infection  may  ensue.  General 
infection  may  occur  without  evident  external  lesion. 

Infection  with  anthrax  may  occur  through  the  lungs,  most  often 
among  those  who  handle  iufected  wool  or  bides,  the  dust  from  which  is 
inhaled  (-'wool-sorter's  disease").  Under  these  conditions  there  may 
be  oedema,  lobular  pneumonia  with  involvement  of  the  pleura,  media- 
stinum, and  other  adjacent  structures.  Infection  through  the  gastro- 
intestinal canal  takes  place  by  the  ingestion  of  food  containing  anthrax 
spores,  and  is  apt  to  be  accompanied  with  inflammatory  and  necrotic 
changes,  which  are  described  in  detail  among  lesions  of  the  intestine. 

When  general  anthrax  infection  occurs  the  post-mortem  apjiearauces 
vary. 

Decomposition,  as  is  usual  in  acute  infections,  generally  sets  in  early. 
The  blood  is  frequently  uot  much  coagulated  and  dark  in  color.  Haem- 
orrhages and  ecchymoses  are  frequently  found  in  the  serous  and  mucous 
membranes  and  in  various  other  parts  of  the  body. 

The  lungs  may  show  small  haemorrhages  and  oedema,  and  the  bronchi 
may  be  deeply  congested.  The  pleural  cavities  may  contain  serum. 
The  intestines  may  exhibit  the  lesions  of  the  so-called  intextinal  mycotic. 


The  bronchial  and  other  lymph- nodes  may  l>e  swollen.     The  spleen  may 
be  swollen,  very  dark  in  color,  and  soft,  sometimes  almost  diffluent. 

The  bacillus  may  l>e  found,  usually  in  large  numbers,  in  the  spleen 
and  in  the  capillary  blood-vessels,  especially  in  the  liver  (see  Fig.  100), 
lungs,  kidneys,  and  intestine. 

Characters  of  the  Bacillus  Antbxacis. 
The  Bacillus  antlimcis  is  from  5  to  30  u  lung  ami  about  I  «  broad,  anil  is  often  tin- 
even  along  the  rides.     The  uilda  of  Ilit-  bacilli  arc  not  n  mm  led  but  square  or  slightly 
',  and  the  bacilli  often  hung  together  end  to  end.  funning  thread  like  structures 
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(Fig.  101).  While  the  bacilli  in  the  vegetative  condition  are  easily  killed,  they  de- 
velop spores  outside  of  the  body  only,  and  these  are  very  invulnerable  to  the  action  of 
the  ordinary  germicidal  agents  and  to  heat,  resisting  often  for  many  days  the  action  of 
from  two  to  five-percent  carbolic  acid  and  defying  for 
some  minutes  the  action  of  live  steam.  Anthrax  bacilli 
are  immobile,  sometimes  capsulated,  and  are  easily 
stained  by  the  anilin  dyes.  They  grow  readily  on  arti- 
ficial culture  media  at  ordinary  room  temperatures,  fluid- 
ifying gelatin  and  usually  growing  out,  before  they  do 
so,  in  a  network  of  delicate  filaments  into  the  solid  me- 
dium. 

Subcutaneous  inoculation  of  cultures  of  the  anthrax 
bacillus  into  various  species  of  animals  induces  charac-      Fig.  101.— Bacillus  anthracis 
teristic  lesions.     White  mice  and  guinea-pigs  are  espe-  containing  sporks. 

daily  susceptible,  usually  succumbing  to   the  anthrax  From  a  culture, 

septicaemia  in  from  two  to  four  days.     Serous  exuda- 
tions, often  bloody  and  with  many  bacilli,  develop  at  the  seat  of  inoculation,  while  in  the 
blood  multitudes  of  the  bacilli  are  found. 

If  cultures  of  the  anthrax  bacillus  be  made  at  a  temperature  of  about  42°  C. 
growth  occurs,  but  it  is  meagre.  Spores  are  not  formed  as  they  are  at  body  tem- 
perature, and  the  virulence  of  the  germ  diminishes  day  by  day,  so  that  at  last  the 
most  susceptible  animals  are  not  affected  by  large  inoculations  of  the  living  organ- 
isms. If  fresh  cultures  of  these  organisms  be  made  in  various  stages  of  their 
diminishing  virulence  and  maintained  at  their  optimum  temperature,  spores  will 
again  form,  the  growth  will  become  vigorous,  and  in  morphology  quite  character- 
istic; but  the  physiological  qualities  which  determine  virulence  will  remain  more 
or  less  in  abeyance. 

By  inoculation  of  animals  with  anthrax  cultures,  beginning  with  those  which  had 
been' maintained  at  42°  C.  for  from  fifteen  to  twenty  days,  and  thus  possessed  but  feeble 
virulence,  and  passing  to  those  cultivated  at  42°  C.  for  a  shorter  time  and  which  were 
therefore  more  virulent,  Pasteur  was  able  to  secure  immunity  from  anthrax  in  a  series 
of  the  lower  animals  (see  page  170).  Based  upon  these  experiments  a  method  of  pro- 
tective inoculation  has  been  practised  on  a  large  scale  among  sheep  and  other  animals 
in  some  parts  of  Europe  which  has  been  of  great  economic  value.  According  to  some 
authorities  the  death  rate  from  anthrax  has  under  these  preventive  inoculations  been 
reduced  in  sheep  from  ten  per  cent  to  about  nine-tenths  of  one  per  cent,  and  in  cattle 
from  five  per  cent  to  less  than  four-tenths  of  one  per  cent. 


ACTINOMYCOSIS. 

This  disease,  which  is  of  occasional  occurrence  in  man,  but  is  more 
common  in  the  domestic  animals,  especially  in  cattle  and  in  horses,  is 
most  frequently  characterized  by  a  slow  suppurative  and  proliferative 
process,  often  leading  to  the  formation  of  large  fungous  masses  which 
may  become  calcareous. 

In  cattle  the  new-formed  tissue,  which  develops  with  especial  fre- 
quency in  the  jaw,  is  apt  to  extend  beyond  the  original  site  and  to 
slough,  so  that  not  only  may  the  tissues  of  the  tongue,  pharynx,  larynx, 
etc.,  be  involved,  but  secondary  nodules  of  similar  character  may  form 
in  the  lungs,  gastrointestinal  tract,  and  skin. 

In  man  suppuration  with  necrosis  and  the  formation  of  abscesses, 
ulcers,  and  fistulae,  are  the  most  marked  lesions  in  parts  near  the  surface 
of  the  body.     In  the  lung*  the  lesions  may  be  essentially  those  of  an 
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mull-  genera]  bronchitis  or  in  the  form   of   bronchopneumonia  (Fig. 
102),  willi  the  formation  of  new  tissue.' 

Aliscedwes  and  cavities  may  form  which  extend  into  adjacent  parts. 
In  intestinal  actinomycosis  nodular  mniMtrn  fff  new  tissue  with  ulceration 
mag  develop  in  the  mucosa  and  sabmaooeb  Ifffitnnhwr  have  been  de- 
scribed.     The  excitanl  of  this  ilisea.se — now  most  commoiih  called  Str>-)i- 


W*€® 


BHtm  i"  be  mote  closely  related  to  the  moulds  tfean  bo  the  bacteria,  ft 
is,  however,  considered  lien-  because  ils  botanical  position  is  not  vH 
clearly  establislieii,  ami  it  is  Mill  commonly  regarded  M  00e  of  lln>  10- 
Otlled  |di-omi.i  |, I,. nts  or --hi^hrr  bacteria  "  (Seepage  11-  j. 

The  organism  often  grows  in  the  tissues  in  the  form  of  little  rounded 
Piminill  from  a  Bin  so  Ratal]  as  to  lie  invisible  In  thai  of  a  pin's  head. 
Tin}  may  l>c  I  ransparent   or  grayish  while  of   wlluw  or  dark   in  eolor. 

I'ndi-i  the  mloroeeope  Swaa  hmi  often  appeal  in  the  form  of  ■  Ann 
group  of  radiating  fUamenta  with  uon  or  ton  bolboai  ends;  hence  the 
eommoii  name  "my  fundus.'' 

1  Fur  ji  ilrlniliii  ili--rri|>tn t    tin-  Inn-  li--i<m-    in  ai'litmnn  i-,.»i»    w  iili   gi-ncml  tiih- 

li.iLTii'liv  ii 'i  //■■■■/.  >•!■■/'.  -Ai.iiiiiiniv.i-i.  :,\  uitr  Liinjr,"  Ni»  York  Moiii-itl  licn-nl.  IK 
ivniInt  i:llli.  1SWJ. 
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Characters  of  Actinomyces. 

The  organism  may  be  grown  on  artificial  culture  media,  flourishing  best  at  body 
temperature.  It  at  first  develops  in  the  form  of  delicate,  branching  threads,  the  older 
cultures  showing  segments  which  resemble  bacilli  and  cocci,  and  various  bulbous,  flask- 
like  or  club-shaped  forms  which  may  be  the  result  of  degeneration  ("  involution  "  forms). 
Successful  inoculations  of  cultures  have  been  made  in  animals. 

The  organism  is  usually  conveyed  from  one  animal  to  another  by  inoculation  or  by 
contact  of  the  growth  with  a  wound  or  an  abrasion  of  the  mucous  membrane.1 

In  the  examination  of  sputum,  faces,  pus,  etc.,  for  the  presence  of  actinomyces, 
the  naked-eye  appearances  maybe  of  value,  since  the  yellowish-white  granules  are  often 
quite  visible,  especially  on  a  black  background.  Suspicious  masses  may  be  teased  and 
studied  unstained,  or  stained  by  Gram's  method.  Sections  of  tissue  containing  actino- 
myces may  be  hardened  in  alcohol,  and  sections  stained  by  Gram's  method  with  contrast 
eosin  stain. 

Other  Organisms  Resembling  Actinomyces. 

Many  forms  of  micro-organisms  of  similar  general  characters  to  the  Streptothrix 
actinomyces  have  been  described,  some  occurring  in  connection  with  infective  processes 
in  men  and  the  lower  animals  of  which  they  seem  to  be  the  excitants,  others  living  as 
saprophytes  in  various  situations.  Among  the  apparently  pathogenic  forms  we  may 
mention  the  following: 

Streptothrix  Madura  which  is  found  in  connection  with  a  disease  commonly  called 
mycetoma  or  "Madura  foot,"  frequent  in  the  tropics  and  characterized  by  new  nodular 
growths  associated  with  suppuration  and  necrosis  most  often  affecting  the  foot.* 

Another  form  lias  been  described  in  connection  with  a  peculiar  form  of  erysipela- 
tous inflammation  of  the  skin;  another  in  the  so-called  farcin  de  ba>nf,  a  disease  of  cat- 
tle in  Guadeloupe. 

Several  times  organisms  of  this  general  character,  but  differing  considerably  from 
8.  actinomyces,  have  been  found  in  inflammatory  and  necrotic  lesions  of  the  lungs. 
Whether  these  are  variants  of  that  species  or  independent  species,  and  how  many  such 
there  are  it  is  impossible  at  present  to  say.3 

Pharyngo-Mycosis  Leptothrica. 

Certain  filamentous  micro-organisms  called  Leptothrix,  whose  botanical  affiliations 
are  not  yet  clear,  are  of  common  occurrence  in  the  mouths  of  healthy  persons.  Occa- 
sionally, however,  a  persistently  recurrent  attack  of  "sore  throat,"  with  local  tenderness 
and  sometimes  cough  and  fever,  is  associated  with  the  growth  of  masses  of  leptothrix 
in  the  crypts  of  the  tonsils,  at  the  base  of  the  tongue,  on  the  walls  of  the  pharynx,  or 
in  the  nose  or  superior  portion  of  the  oesophagus.  The  leptothrix  masses  or  colonies 
form  thick  whitish  pellicles  or  patches  which  may  be  superficial,  or  in  the  tonsils  may 
extend  deep  into  the  crypts.  These  masses  are  usually  firmly  adherent,  often  leave 
bleeding  surfaces  when  removed,  and  the  growth  is  apt  persistently  to  recur. 

Microscopic  examination  of  removed  portions  of  the  growth  show  tufts  and  bun- 
dles of  the  thread-like  micro-organisms,  growing  among  or  directly  out  from  flat  epi- 
thelial cell  masses  and  mingled  with  various  other  forms  of  micro-organisms,  mostly 
cocci  and  short  bacilli.     There  may  be  overgrowth  of  epithelium  and  collections  of  leu- 

1  For  recent  bibliographv  of  actinomycosis  see  Nrhkgel  in  Lubarsch  and  Ostcrtag's 
"Ergebnisse,"  Jahrg.  5  for  189H,  p.  403. 

*  Consul X,Wrignt%  Journ.  Exp.  Med.,  vol.  iii..  p.  421.  Bibl. 

8  For  a  description  of  two  such  cases,  with  a  selected  bibliography,  see  Xorrin  and 
Larkin,  Journal  of  Experimental  Medicine,  vol.  v.,  p.  155,  1900. 

For  a  critical  summary  of  this  group  of  organisms,  with  a  full  bibliography,  see 
monograph  by  Lachner-Sfindoral.  "Ueber  Strahlehpilze."  Strasburg,  1H9N. 

For  full  treatment  and  bibliography,  consult  the  monograph  on  "L'Aetinomycosc 
humainefn  Poucet  and  Berard,  Paris,  1H98. 
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oocytes  in  and  about  the  leptothrix  masses.  In  sections  of  the  tissue  or  in  teased  frag- 
ments treated  with  iodin  (Lugol's  solution)  the  leptothrix  threads  are  readily  differen- 
tiated from  the  tissue  elements  and  from  other  micro-organisms,  by  their  dark  color. ' 


INFLUENZA.    (Epidemic  Catarrhal  Fever ;  La  Grippe.) 

This  is  an  infectious  disease  characterized  by  fever,  physical  and 
mental  prostration,  and  exudative  inflammations  in  different  parts  of  the 
body.  Thus  there  may  be  exudative  inflammation  in  the  respiratory, 
digestive,  and  nervous  systems,  either  singly  or  together.  Sometimes, 
however,  these  local  inflammations  may  be  absent  when  the  disease  may 
be  marked  by  the  characteristic  prostration  and  symptoms  of  toxicmia. 
None  of  the  lesions  appear  to  be  characteristic.  The  inflammation  of 
the  lungs  is  usually  of  the  broncho-pneumonic  type  and  is  apt  to  involve 
the  interstitial  tissue,  presenting  the  characters  of  the  so-called  u  purulent 
infilt  ration." 

The  numerous  bacterial  studies  which  up  to  1892  had  been  made  on 
epidemic  influenza  had  failed  to  reveal  any  micro-organism  which  could 
fairly  be  regarded  as  of  etiological  significance,  although  some  of  the 
complicating  inflammations  of  the  lungs  had  been  shown  to  be  very  fre- 
quently associated  with  the  pyogenic  cocci — Staphylococcus  pyogenes 
and  Streptococcus  pyogenes  and  the  Diplococcus  pneumoniae.' 

Early  in  1892  Pfeiffer,  Kitasato,  and  Canon'  described  the  occurrence 
in  the  bronchial  exudate  and  in  the  blood  of  influenza  patients  of  a  very 
small  bacillus,  hitherto  unknown  or  possibly  noted  earlier  by  Babes. 
This  bacillus — B.  influenza? — was  sometimes  present  in  the  bronchial  exu- 
date in  enormous  numbers,  and  often  with  little  or  no  contamination 
with  other  germs.  It  was  found  at  the  seat  of  other  local  lesions,  and  the 
pus  cells  often  contained  many  bacilli.  In  the  blood  it  was  occasionally 
present.  It  has  been  found  to  persist  in  the  body  long  after  the  active 
processes  have  ceased. 

Characters  of  the  Influenza  Bacillus. 

The  influenza  bacillus  stains  with  some  difficulty  with  the  simple  anilin  dyes:  but 
by  Ziehl's  solution  (page  228),  or  by  warmed  Loffler's  methylene  blue  (page  151),  it  is 
readily  colored.  It  does  not  retain  the  stain  well  by  Oram's  method.  The  bacilli  are 
slender  and  short  (one  to  one  and  a  half  times  as  long  as  broad)  with  rounded  ends, 
sometimes  lie  singly,  sometimes  in  pairs  or  short  chains  or  heaps,  do  not  form  spores 
and  are  not  motile.  The  organism  apparently  dies  after  a  few  hours'  drying  in  the  air 
and  soon  in  water. 

This  bacillus  grows  best  at  body  temperature,  on  glycerin -agar  whose  surface  lias 
been  smeared  with  blood — human,  rabbit,  or  pigeon.  It  forms  very  small,  scarcely  vis- 
ble  dewdrop-like  colonies,  which,  although  growing  close  together,  do  not  tend  to  coal- 
esce, as  many  micro-organisms  do.  It  does  not  grow  at  a  temperature  at  which  the 
nutrient  gelatin  remains  solid.     In  beef  tea  it  forms  a  scanty,  cloudy  growth.     It  has 

1  For  further  details  and  bibliography,  consult  CmnjMl,  Medical  News.  April 
4th.  1896. 

•  Consult  Finlier.  "Dieaeuten  LungenentzUndungen,"  1891.  p.  452. 

1  Deutsche  medicinische  Wochenschrift,  January  14th  and  May  26th,  1892. 
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been  cultivated  through  several  generations,  but  usually  dies  soon.     Animal  inocula- 
tions have  given  diverse  and  not  very  marked  results. 

The  earlier  observations  have  been  in  general  confirmed  by  later  studies  of  others. 

The  evidence  that  the  organism  described  above  is  the  excitant  of 
influenza  rests  largely  upon  its  apparently  constant  presence,  especially 
in  the  exudates.  Its  effects  in  the  body  are  most  commonly  induced 
through  its  toxins.  That  the  organism  should  have  been  occasionally 
found  under  other  conditions1  does  not  at  all  militate  against  its  signifi- 
cance in  inciting  the  manifestations  of  influenza,  since  many  parallel  in- 
stances are  known  in  other  infectious  diseases.  The  frequent  discrep- 
ancy between  the  clinical  and  bacterial  diagnosis  in  influenza  is  largely 
due  to  its  varying  and  often  obscure  clinical  manifestations  wrhich  render 
possible  and  convenient  the  use  of  the  name  for  many  phases  of  catarrhal 
and  other  forms  of  inflammation. 

Other  Organisms  of  the  Influenza  Bacillus  Group. 

There  are  several  organisms  in  the  influenza  bacillus  group  which  considerably  re- 
semble it,  some  of  which  appear  to  be  pathogenic,  others  not  so.  Thus  several  ob- 
servers have  found  in  exudates  from  various  sources,  but  especially  in  the  respiratory 
passages,  small  immobile  asporogenous  bacilli  growing  best  under  conditions  similar 
to  those  favorable  to  the  influenza  germ,  the  colonies  being  similar.  They  are  some- 
wliat  larger  than  the  influenza  bacillus,  and  tend  to  form  threads.  This  organism  has 
been  called  the  pseudo-influenza  bacillus — B.  pseudo-influenza.  Its  pathogenic  capaci- 
ties are  not  clear,  but  it  evidently  differs  in  this  respect  from  the  genuine  influenza  ba- 
cillus. In  stained  specimens  of  exudate  the  pseudo-bacillus  may  be  mistaken  for  its 
relative. 

Another  bacillus  of  this  group,  B.  conjuncticitidis,  has  been  found  in  conjunctival 
catarrh  by  several  observers  in  various  countries. 


TYPHOID  FEVER. 

Typhoid  fever  is  an  acute  infectious  disease  incited  by  the  Bacillus 
typhosus.  The  reaction  of  the  body  to  this  bacillus  is  usually  mani- 
fested by  characteristic  lesions,  especially  by  hyperplasia  and  necrosis 
in  the  lymphatic  structures  of  the  intestines  and  the  mesenteric  lymph 
nodes,  and  in  the  spleen,  as  well  as  by  the  more  general  alterations  inci- 
dent to  toxaemia  and  septicaemia ;  but  the  infection  is  occasionally  of  the 
septicemic  type  without  characteristic  local  lesions  either  in  the  intes- 
tines, or  mesenteric  nodes,  or  other  viscera. 

The  Bacillus  of  Typhoid  Fever. 

The  presence  of  a  bacillus,  called  Bacillus  typhosus,  in  various  parts 
of  the  body  in  typhoid  fever,  in  a  considerable  proportion  of  the  cases 
examined,  has  been  well  established  by  a  large  number  of  observers. 
This  bacillus  does  not  occur  in  the  body,  so  far  as  is  known,  except  in 
connection  with  this  disease. 

1  See  Park,  "Bacteriology  in  Medicine  and  Surgery,"  p.  326. 


204  THE  INFECTIOUS  DISEASES. 


Characters  of  the  Bacillus  Typhosus. 

The  typhoid  bacillus  is  usually  about  three  times  as  long  as  broad,  being  about  one- 
third  as  long  as  the  diameter  of  a  red  blood  cell.  It  is  rounded  at  the  ends,  motile, 
aerobic,  facultative  anaerobic,  and  asporogenous.  It  grows  readily  at  room  tempera- 
ture on  the  ordinary  media.  In  cultures  the  liacilli  often 
cling  together  end  to  end,  forming  threads  (Fig.  108). 

During  artificial  culture  in  nutrient  broth  a  poisonous 
albuminoid  product  or  products  are  formed  which  have 
been  named  typhotaxin.     Injection  of  this  into  the  rabbit 

Fio.  lU3.-BACiLLrsTYPnosrs.      m*y  in  wldition  ««  ^neral  toxic  symptoms  induce  hyper- 

plasia  of  the  intestinal  lymph  nodes. 
From  a  gelatin  culture.  Inoculations  of    the  typhoid   bacillus  into  animals, 

while  not  producing  a  disease  in  all  respects  like  that  in 
the  human  subject,  may  cause  death  with  symptoms  and  lesions  as  closely  resembling 
those  in  man  as  we  are  often  able  to  produce  in  animal  experimentation.  Although 
similar  effects  may  be  induced  in  animals  by  inoculation  with  other  germs,  the  evi- 
dence that  typhoid  fever  in  man  is  produced  by  the  typhoid  bacillus,  and  by  this  alone, 
is  altogether  so  strong  as  practically  to  amount  to  a  demonstration. 

It  is  probable  that  the  more  characteristic  symptoms  ami  lesions  of 
typhoid  fever  are  largely  due  to  the  absorption  of  toxic  substances  which 
are  produced  as  the  result  of  the  life  processes  of  the  bacteria  at  the 
point  of  their  greatest  accumulation  and  activity.  It  should,  however, 
be  borne  in  mind  that  the  typhoid  bacillus,  as  is  the  case  with  many 
other  bacteria,  may  induce  local  changes  by  means  of  its  proteid  constit- 
uents which  are  set  free  as  the  organisms  disintegrate  after  their  death 
in  the  body. 

Primary  Characteristic?  Lesions. 

We  shall  first  consider  the  lesions  which  are  most  common  and  char- 
acteristic of  typhoid  fever. 

The  Intestines. — The  lesions  of  the  intestines  consist  of  an  inflamma- 
tory enlargement  (hyperplasia)  of  the  solitary  lymph -nodules  and  of  the 
agminated  lymph -nodules  (Peyer's  patches).  Necrosis  of  the  nodules 
with  ulceration  frequently  follows  the  hyperplasia. 

The  process  appears  to  begin  with  a  catarrhal  inflammation  of  the 
mucous  membrane,  accompanied  or  immediately  followed  by  changes  in 
the  lymph -nodules.  The  lesions  in  the  lymph -nodules  begin  early;  they 
have  been  observed  in  persons  who  have  died  forty-seven  horn's  after  the 
commencement  of  the  disease.  The  increase  in  size  of  the  agminated  and 
solitary  nodules  may  l>e  rapid  or  gradual.  The  nodules  may  l)e  only 
slightly  enlarged,  or  may  project  far  into  the  lumen  of  the  intestine. 
The  enlargement  is  usually  more  marked  in  the  agminated  than  in  the 
solitary  nodules.  Usually  the  whole  of  a  Peyer's  patch  is  enlarged,  but 
sometimes  only  a  part  of  it.  If  the  enlargement  l>e  gradual  the  different 
nodules  which  make  up  a  Peyer's  patch  may  enlarge,  while  the  septa 
between  them  remain  but  little  changed,  thus  giving  the  patch  an  uneven 
appearance. 

The  patches  which  are  only  moderately  enlarged  are  of  reddish  or 
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reddish-gray  color,  are  soft  and  spongy,  anil  their  edges  blend  gradually 
with  the  adjoining  mucous  membrane.  The  patches  which  arc  more 
markedly  affected  are  of  grayish  color,  of  firm  consistence,  and  rise 
abruptly  from  the  surrounding  mucous  membrane  (Fig.  104)  or  even 
overhang  il  like  a  mushroom.  The  largest  patches  are  sometimes  more 
than  three-eighths  of  an  inch  thick. 

The  enlargement  and  infiltration  may  spread  from  the  patches  to 
the  surrounding  mucous  membrane,  so  that  the  patches  appear  very 
largo;  B  number  Of  them  may  become  fused  together,  and  there  may  even 
be  an  annular  infiltration  entirely  around  the  lower  end  of  the  ileum. 
Tin-  infiltration,  limited  at  first  to  Feyex's  patches,  may  extend  outward 
into  the  muscular  coat,  and  appear  in  the  peritoneal  coat  aa  small,  gray, 
rounded  nodules.  This  condition  is  usually  found  only  with  a  few 
patches  in  the  lower  eud  of  the  ileum;  sometimes  in  the  curum  anil 
appendix  vermiform  is. 

The  solitary  nodules  are  affected  in  the  same  way  as  Peyer's  patches. 
They  may  be  hardly  enlarged  at  all,  or  lie  quite  prominent,  or  may  be 


affected  over  a  larger  portion  of  the  intestine  than  are  the  patches. 
Yei  \  rarely  the  solitary  nodules  are  enlarged,  while  the  patches  are  not 
al  all  or  but  slightly  affected. 

The  inllaaiinalion  and  enlargement  of  the  agminatcd  and  solitary 
nodules  may  Ik;  followed  by  a  healing  process.  The  character  of  this 
process  varies  according  to  the  intensity  of  the  previous  inflammation. 

If  the  reaction  be  slight  and  the  enlargement  of  the  nodules  moderate, 
the  enlargement  gradually  disappears,  and  Ihey  resume  their  normal 
appearance  (resolution).  In  moderate  enlargements  of  Peyer's  patches 
resolution  proceeds  first  in  the  nodules,  leaving  the  septa  between  them 
fur  atimeslill  swollen  and  prominent.  This  gives  to  the  surface  of  a 
patch  a  reticulated  appearance.  After  a  time,  however,  the  entire  patch 
liecomes  flattened  and  uniform.  On  (he  other  hand,  Ihe  solitary  nodules 
or  the  separate  nodules  of  a  patch  may  soften,  break  down,  and  their 
contents  are  discharged  with  some  attendant  hsemorrliage.  This  leaves 
a  bluish-gray  pigmentation,  due  to  altered  lia'moglobiu,  in  the  situation 
of  each  nodule,  and  this  may  remain  for  years. 
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Ill  Hi  chv  severe  types  of  the  disease  the  enlargement  of  the  notlules  and 
Beyer's  patches  ends  in  ulceration.     This  takes  place  iu  two  ways: 

(«)  Tlie  enlarged  nodules  or  patehes  become  necrotic*,  soften,  bi-eak 
down,  and  discharge  into  the  intestine.  In  this  way  an-  formed  small 
ulcers  (Fig.  105).  These  ulcers  in- 
crease in  size  by  the  same  softening 
process,  which  gradually  extends  at 
their  edges,  and  in  this  way  ulcers  of 
large  size  may  lie  formed.1  The 
ulcers  may  extend  outward  to  the 
muscularis  or  to  the  peritoneal  coat, 
or  they  may  involve  the  peritoneal 
coat  also  and  perforate. 

(b)  In  the  severest  forms  of  the 
disease  considerable  portions  of  the 
enlarged  patches  may  slough  and 
become  detached,  leaving  large  ulcers  with  thick,  overhanging  edges 
(Fig.  l(Mi).  The  slough  may  involve  only  the  nodules,  or  it  may  involve 
also  the  muscular  and  peritoneal  coats  and  perforation  may  occur. 
These  ulcers  also  may  afterward  increase  in  size,  and  several  of  them 
may  Is-  joined  together.  When  the  ulceration  leads  to  perforation,  peri- 
tonitis and  death  are  the  usual  result.  In  rare  cases,  however,  the 
patient  recovers  and  the  perforation  is  closed  by  adhesions. 

If  the  patient   recover,  the  ulcers  are  covered  by  granulation  tissue, 
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i-  flattened,  the  granulation  tissue  becomes  firmer  and 
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denser,  and  this  new  connective  tissue  is  gradually  covered  with  cylin- 
drical epithelium. 

The  minute  changes  which  take  place  in  Hie  development  of  the  in- 
testinal lesion  an-  as  follows: 

'Owing  to  the  fn-tii 
in  typhoid  fever  arc  apt  In  Iwvc  tht-i 

tnuii  ti  .... 


ceptlons  In  I  his  general  rule  a: 
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At  first  the  blood-vessels  around  the  nodules  aw  dilated  and  con- 
gested, while  the  nodules  are  swollen  and  the  epithelium  may  fall  off. 
Then  the  nodules  increase  in  size,  largely  from  a  growth  of  new  cells. 

This  cell  growth  is  essentially  an  hyperplasia  of  normal  elements  of 
the  lymphatic  tissue,  namely,  the  lymph  cells  and  the  endothelium  of  the 
trabecule  and  sinuses.  There  are  thus  two  main  types  among  the  new- 
formed  cells,  first,  small  cells  with  relatively  large  and  deeply  staining 

-•k  V*.    li 

mm* 


Fio.  107.— En'dothkliai.  Cells  is  Hypoplasia  of  Pkykr's  Patch  ix  Typhoid  Fever. 

These  exfoliated  and  newly  formed  cells  contain  various  foreign  substances-  leucocyte**,  red  blood  cells, 
fragments  of  nuclei,  etc.    Some  of  them  are  necrotic  aud  are  degenerating.    A  mitotic  figure  is  seen  in  one. 

nuclei;  and  second,  larger  polyhedral  or  rounded  cells  with  mow  or 
less  vesicular  nuclei.  The  larger  cells  may  contain  foreign  substances, 
such  as  red  blood  cells  or  leucocytes  (Fig.  107).  The  occurrence  of 
mitotic  figures  in  the  endothelial  cells  while  these  aw  in  situ,  and  the 
position  and  grouping  of  the  large  cells  appear  to  prove  their  endothelial 
origin.  The  production  of  new  cells  is  not  confined  to  the  nodules,  but 
extends  also  to  the  adjacent  mucous  membrane.  In  many  cases  also  little 
foci  of  similar  new-formed  cells  are  found  in  the  muscular,  subserous,  and 
serous  coats. 

In  this  stage  resolution  may  take  place;  then  the  new-formed  cells 
degenerate  and  gradually  disappear.  In  severer  forms  of  the  disease 
necrotic  changes  are  apt  to  supervene,  leading  to  the  larger  and  small 
ulcers  above  described.  The  factors  which  determine  the  death  of  the 
hyperplastic  tissues  aw  not  yet  fully  understood.  It  is  believed  by  some 
to  bediwctlydue  to  toxic  substances  formed  by  the  typhoid  bacilli  which 
kill  the  tiasue  cells;  others  are  inclined  to  attribute  it  to  the  pwssuw 
which  the  new-formed  cells  exert  on  the  nutritive  blood-vessels.  The 
conclusions  on  this  point  which  Mallory  draws  from  a  long  and  interest- 
ing series  of  studies  would  indicate  that  a  proliferation  of  the  endothe- 
lial cells  of  the  blood- vessels  mav  lead  to  their  occlusion.  This  observer 
describes  the  formation  of  occluding  thrombi  in  the  lymph  vessels  and 
smaller  veins.     These  aw  composed  of  the  proliferated  endothelial  cells 
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which  have  degenerated,  together  with  fibrin  whose  formation  these 
degenerating  cells  induce.  The  accumulation  of  serous  and  fibrinous 
exudate  about  these  thrombi  and  the  necrosis  of  tissue  which  may  now 
ensue,  may  soon  be  followed  by  necrosis  of  the  superficial  epithelium 
and  the  development  of  ulcers.  The  accumulation  of  polymorpho- 
nuclear leucocytes  may,  according  to  Mallory,  now  occur,  and,  in  cases 
which  go  on  to  recovery,  healing  follows  by  the  formation  in  the  usual 
way  of  granulation  tissue  with  the  ultimate  restitution  of  the  surface 
epithelium.  Mallory  lays  great  stress  upon  the  phagocytic  nature  of 
the  new -formed  cells  of  the  veins  and  lymph  vessels.  For  the  signifi- 
cance of  this  j>rocessaud  other  interesting  details  we  refer  to  the  original 
paper. ! 

The  lesions  which  we  have  described  are  found  most  frequently  and 
are  most  pronounced  in  the  lower  part  of  the  ileum.  They  are  not 
always,  however,  confined  to  this  situation.  Enlarged  and  ulcerated 
nodules  may  be  found  over  the  entire  length  of  the  ileum  and  even  in 
the  jejunum.  They  may  also  extend  downward  and  be  found  in  the 
colon,  even  as  far  down  as  the  rectum.  Similar  changes  may  take  place 
in  the  appendix  vermiformis. 

Mesenteric  Lymph-Hodei. — The  mesenteric  nodes  undergo  changes  simi- 
lar to  those  in  the  nodules  of  the  intestines,  and  are  usually  affected  in 
a  degree  corresponding  to  the  intensity  of  the  intestinal  lesion. 

The  nodes  are  at  first  congested  and  succulent ;  then  there  is  a  pro- 
duction of  lymphoid  cells  and  large  cells  as  in  the  intestinal  nodules,  and 
the  node  becomes  enlarged.  When  the  enlargement  has  reached  its  full 
extent,  congestion  diminishes,  and  the  cells  begin  to  degenerate.  The 
degeneration  may  take  place  slowly,  and  then  the  node  gradually  re- 
turns to  its  normal  condition;  or  more  rapidly,  and  then  little  foci  of 
necrotic,  purulent  material  are  formed.  If  the  patient  recover  the  small 
foci  are  absorbed,  leaving  a  fibrous  cicatrix ;  the  larger  foci  may  become 
dry,  necrotic,  and  enclosed  in  a  fibrous  capsule.  Intense  exudative  in- 
flammation may  occur  in  the  nodes,  which  may  be  densely  infiltrated 
with  serum,  fibrin,  and  pus. 

The  Spleen. — In  nearly  every  case  of  typhoid  fever  the  spleen  is  en- 
larged. This  enlargement  begins,  as  a  rule,  soon  after  the  commence- 
ment of  the  disease,  increases  rapidly  until  the  third  week,  remains 
stationary  for  a  few  days,  and  then  diminishes.  The  organ  is  congested, 
of  dark-red  color,  and  of  firm  consistence  while  it  is  increasing  in  size. 
After  it  has  reached  its  maximum  size,  its  consistence  becomes  soft,  and 
there  is  a  considerable  deposit  of  brown  pigment.  The  enlargement  ap- 
pears to  be  due  to  congestion  and  hyperplasia. 

Mallory  dcscrilies  proliferation  of  endothelial  cells,  especially  in  the 
blood-vessels  and  pulp  spaces,  and  the  formation  of  venous  thrombi. 

In  rare  cases  the  softened  spleen  ruptures,  with  an  extravasation  of 
blood  into  the  peritoneal  cavity.  There  may  l>e  infarctions  of  the  spleen, 
which  sometimes  soften  and  may  apparently  lead  to  peritonitis. 

1  Mallory,  Journal  of  Experimental  Medicine,  vol.  iii.,  p.  611,  1808. 
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The  Liver. — The  liver  may  present 
ever,  frequently  large,  pale,  ami  flabby 
cells  may  be  the  seal  of  simple  al- 
buminous degeneration. 

Less  frequently  than  an  present 
in  the  liver  very  small,  soft,  gray- 
ish Dodnlee  i  Pig.  n»s  i.  These  foeal 
lesiOBB  are  sometimes  too  small  to 
be  distinguished  by  the  naked  eye. 
They  may  be  situated  about  the 
bniiu-hes  of  the  portal  vein  or  within 
(lie  lolmle.  .Some  of  these  nodule.** 
Consist  of  masses  of  small  spheroidal 

eells,  which  may  form  a  diffuse  in-  fib.  kk.-focai.  a>u  of  mmmauu^tai 
lilti-ation  along  the  small  veins.  J^tS?**"0"  ,!i  THt  U"B  ™  ****** 
Hallory    distinguishes    I  wo  distinct 

varieties  of  these  focal  lesions:  one  formed  in  the  lymph  spaees  and 
vessels  in  ilu-  capsule  of  Otisson  by  a  proliferation  of  the  endothelium 
i  Fig.  109)  ;  the  Other  due  to  obstruction  of  liver  capillaries,  in  part  by 
the  proliferation  of  endothelium  on  the  spot,  in  part  by  emboli  of 
endothelial  cell  origin,  which  are  derived  through  the  portal  eirculatiou 


i  apparent  lesion.     It  is,  how- 
uid  in  this  condition  the  liver 
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from  the  vessels  of  the  spleen  and  intestine.  Necrotic  changes  may 
develop  in  and  about  these  foeal  cell  accumulations. 

Simple  focal  necroses  of  tin-  liver  and  of  other  viscera,  due  to  the 
action  of  toxic  substances  in  the  body  fluids,  may  occur  in  typhoid  fever 
as  in  many  other  infectious  diseases.' 

1  For  fuller  details  of  studies  on  lliesc  focal  lesions  in  ivplioiil  mul  oilier  infections 
rliseascs,  consult  yfidlory,  if.  '-it.  /.'...'.  Jului-.  1 1< .| -kin-  if^ciinl  Hc|hiits,  vul  v..  ls!i."i 
FUtntr.  Had.,  vol.  vi..  p.  251),  18(17. 
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While  small  foci  of  cell  proliferation  may  be  present  in  the  kidneys 
as  well  as  other  viscera,  their  occurrence  is  neither  so  frequent  nor  so 
characteristic  as  in  the  liver. 

In  typhoid  fever  as  in  other  infectious  diseases  toxiemia  maybe  mani- 
fested by  disturbance  in  the  circulatory,  respiratory,  and  heat-regulating 
mechanism,  and  in  general  metabolism  as  well  as  by  manifest  lesions, 
such  as  albuminous  or  other  degeneration  of  parenchyma  cells  through- 
out the  body,  and  alterations  leading  to  leucocytosis. 

Secondary  Lesions. 

In  addition  to  the  more  characteristic  lesions  of  typhoid  fever  which 
we  have  described,  there  are  several  of  secondary  or  complicating  nature. 
These  are  of  sufficiently  frequent  occur rence  in  the  disease  to  require 
brief  mention.  They  are  in  part  due  to  the  direct  action  of  the  typhoid 
bacillus  or  its  soluble  poisons;  in  part,  however,  are  brought  about  by 
secondary  bacterial  infections;  but  lietween  these  it  is  often,  with  our 
present  knowledge,  impossible  to  distinguish.' 

The  Digestive  Organs. — In  the  intentine  there  may  be  gangrene,  some- 
times involving  the  tissues  about  the  ulcers,  sometimes  apart  from 
these.  There  may  be  croupous  inflammation  of  the  intestinal  mucous 
membrane  of  either  the  large  or  small  intestine.  A  slight  i>eritonitis 
sometimes  accompanies  the  intestinal  lesion.  Severe  peritonitis  is 
usually  due  to  perforation,  less  frequently  to  ulcers  which  reach  the  serous 
coat,  but  do  not  i>erf orate.  When  there  is  infiltration  of  the  serous  coat 
with  the  new  cell  growth,  descril)ed  above,  peritonitis  may  be  jlsso- 
ciated  with  a  production  of  little  gray  nodules  of  the  same  character 
throughout  the  ]>eritoneum.  Infarctions  of  the  spleen,  inflammation  of 
the  ovaries,  and  perforation  of  the  gall-bladder  are  sometimes  the  incit- 
ing factors  in  peritonitis. 

Haemorrhage  from  the  intestines  may  be  slight  and  due  to  the  inflam- 
matory swelling  and  congestion  of  the  mucous  membrane ;  or  it  may  l>e 
due  to  the  ulceration  of  the  follicles  and  opening  of  the  blood-vessels, 
and  is  then  often  profuse. 

There  may  l>e  hyjwrplasia  of  the  tonsils  and  of  the  lymphoid  tissue  at 
the  base  of  the  tongue.  Gangrenous  ulcers  of  the  sides  and  floor  of  the 
mouth  may  be  present.  Catarrhal  and  croupous  inflammation  of  the 
pharynx  may  Ik*  associated  with  superficial  or  deep  ulceration.  Inflam- 
mation of  the  iHirotid  leading  to  suppuration  is  not  infrequent.  The  sub- 
maxillary yland  may  be  similarly  affected.  Enlargement  and  induration 
of  the  salivary  glands  and  of  the  pancreas  in  typhoid  fever  have  been  de- 
scribed and  a iv  l>clieved  to  be  due  to  hyperplasia  of  the  gland  cells  with 
accumulation  of  their  secretion.     This  may  be  followed  by  degeneration. 

The  Circulatory  Organs. — The  heart  in  many  cases  is  the  seat  of  albu- 
minous, fatty,  or  hyalin  degeneration,  or  of  pigmentation.  Myocarditis, 
endocarditis,  and  pericarditis  are  of  occasional  occurrence.     Thrombi 

1  For  bibliography  of  the  extra  intestinal  lesions  induced  bv  the  typhoid  bacillus 
see  Howard,  Philadelphia  Monthly  Med.  Jour.,  vol.  i.,  No.  7,  p.  402.  1899. 
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may  form  upon  the  valves  or  in  the  heart  cavities,  and  detached  frag- 
ments of  these  may  be  lodged  as  emboli  in  various  parts  of  the  body. 
The  arteries  may  be  the  seat  of  acute  inflammation.  If  this  involve  the 
iutima,  an  occluding  thrombus  may  be  formed  which  may  lead  to  gan- 
grene of  the  part  supplied  by  the  vessel.  Thrombosis  of  the  veins  is  not 
uncommon,  and  is  especially  frequent  in  the  femoral  vein  late  in  the 
disease. 

The  Respiratory  Organs. — The  Larynx  is  frequently  the  seat  of  catarrhal 
inflammation,  with  or  without  superficial  erosions.  Less  frequently  there 
is  croupous  inflammation,  followed  in  some  cases  by  destructive  ulcer- 
ation ;  oedema  of  the  glottis  occasionally  occurs. 

The  Lungs. — Catarrhal  inflammation  of  the  large  bronchi  is  very  com- 
mon. Broncho-pneumonia  occurs  in  two  forms.  There  may  be  a  severe 
inflammation  of  most  of  the  bronchi  of  both  lungs,  with  cellular  infiltra- 
tion of  the  walls  of  the  bronchi  and  zones  of  peribronchitic  pneumonia ; 
or  there  is  an  intense  general  bronchitis,  with  lobules  of  the  lung  corre- 
sponding to  obstructed  bronchi,  either  collapsed  or  inflamed,  or  both. 

From  the  long-continued  recumbent  position  of  the  patients,  the  pos- 
terior portions  of  the  lungs  become  congested,  dense,  and  unaerated. 
Sometimes,  in  addition  to  this,  irregular  portions  of  the  lungs  become 
hepatized.  Less  frequently  there  is  acute  lobar  pneumonia.  Infarctions 
are  not  uncommon,  and  gangrene  occasionally  occurs,  either  associated 
with  lobular  pneumonia  or  with  infarctions,  or  as  an  independent  condi- 
tion.    Fibrinous  pleurisy  and  empyema  are  not  infrequent. 

The  Genito-TJrinary  Organs. — The  kidneys  are  occasionally  the  seat  of 
an  acute  inflammation.  Catarrhal  and  croupous  and  nodular  inflam- 
mation of  the  bladder  may  occur.  Hemorrhage  and  gangrenous  inflam- 
mation in  the  ovaries  have  been  recorded;  the  uterus  may  be  involved.1 
Orchitis  may  develop  during  convalescence. 

The  Nervous  System. — In  addition  to  chromatolytic  changes  in  the  gan- 
glion cells  which  are  common  to  many  infectious  diseases,8  there  may  be 
thrombosis  of  the  venous  sinuses  and  obliterating  endarteritis.  Acute 
meningitis  is  rare.8  Degeneration  and  inflammation  of  the  peripheral 
nerves  may  occur. 

Suppurative  Inflammation  may  occur  in  almost  any  part  of  the  body 
in  typhoid  fever.  This  may  be  in  the  form  of  boils  or  of  deep  abscesses. 
Postpharyngeal  suppuration  is  often  one  of  the  most  serious  of  these 
complications.     Post-typhoid  bone  lesions  are  often  important.* 

1  iMrtigau,  New  York  Med.  Journal,  June  16th,  1900,  bibliography. 

*  For  a  study  of  ganglion  cells  in  cases  of  typhoid  fever  see  Sicfoi*,  Jour,  of  Exp. 
Med.,  vol.  iv.,  p.  189,  1899,  bibliography.  See  also  Etring,  a Studies  on  Ganglion 
Cells, "  Archives  of  Neurology  and  Psychopathology,  vol.  i.,  p.  263,  1898. 

3  For  bibliography  of  typhoid  meningitis  see  Wentirorth,  Trans.  Am.  Pediatric  Soc., 
vol.  xi.,  p.  145,  1899. 

A  Parsons,  Johns  Hopkins  Hospital  Reports,  vol.  v.,  pp.  417,  1895. 


THE   INFECTIOUS  DISEASES. 


Septicemic  Forms  of  Typhoid   Fever  without  Characteristic 
Local  Lesions. 

Typhoid  fever  may  occur  without  the  characteristic  intestinal  and 
associated  lesions.  In  this  septicteniic  type  of  the  disease  there  may  he 
no  demonstrable  lesions  other  than  those  which  are  due  to  the  toxn> 
niia. '  Ou  the  other  hand,  inflammatory  processes  in  the  viscera — lungs, 
kidney,  spleen,  etc. — may  be  dependent  on  the  presence  of  the  typhoid 
bacillus.  The  lesions  in  such  cases  are  not,  so  far  as  we  yet  know,  char- 
acteristic, and  the  post-mortem  diagnosis  depends  largely  upon  the  iden- 
tification of  the  bacillus.* 


Distribution  of  the  Typhoid  Bacillus  in  the  Body  in  Typhoid 
Fever. 

In  the  early  stages  of  the  disease  the  bacillus  may  be  found  in  the 

lymphatic  structures  of  the  intestines  and  in  the  mesenteric  lymph-nodes 
and  the  spleen.  It  may  be  present  in 
lesions  involving  the  bone  marrow,  kid- 
ney, liver,  lungs,  pleura,  uterus,  testicle, 
and  skin,'  as  well  as  in  the  blood.' 
Typhoid  bacilli  have  been  repeatedly 
found  iu  the  urine  and  in  the  bile,  and 
may  persist  here  long  after  the  establish- 
ment of  convalescence.  *  They  may  be 
found,  though  not  in  such  abundance  as 
was  formerly  assumed,  in  the  intestinal 
contents  after  the  disease  has  become  well 
established.  Their  abundance  here  ap- 
]>ears  to  depend  somewhat  upon  the  de- 
gree of  intestinal  ulceration.  In  the  vis- 
cera they  are  apt  to  occur  in  larger  and 

smaller  masses  or  clusters  (see  Fig.  110).     The  typhoid  bacillus  may 

be  transmitted  through  the  placenta  to  the  ftetus.' 

Typhoid  bacilli  may  be  present  alone  or  in  association  with  other 

genus  in  the  fc»ci  of  suppuration  which  so  frequently  complicate  typhoid 

1  Consult  in  this  connection  for  cases  and  WMtojtrepliV.  Vhinri,  Zeitschrift  f.  Hell 
kiimlc,  1S97;  Istrtivw,  New  York  Mill.  Journal.  vol.  Ix'x..  p.  I.W,  1S99:  also  Johns 
Hopkins  Hospital  Bulletin.  April.  1*99;    OphuU.  New  York  Med.  Journal.  May  13ih. 


Typhoid    b*- 


heitf-n. "  Jahrg.  I..  Alrtli.  1.  p.  605.  ltfW, 

'See  Pratt.  Jour.  Boston  Sex-.  Mod.  Sciences,  vol.  iii..  p.  170.  1899. 

•See  Antrbafh.  Deutsche  nied.  WncheoM-lir.,  December  8th.  1900,  Bibliography. 

'Gitgn.  Johns  Hopkins  Hosp.   Bull.,  vol.   x..  p.    109.   IS9U;   also  Vunehmnun,  o 
typhoid  cystitis.  Munebener  mnl    Wr-clicliSC'lir  .  October  16th,   1900. 

•Hef.  Lartigau.  New  York  Mill.  Jour..  June  16th.  1900. 
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fever,  also  in  the  exudate  in  inflammations  of  the  serous  membranes  and 
in  the  endocardial  vegetations. ' 

Some  of  the  inflammatory  complications  which  occur  in  typhoid  fever 
are  due  to  the  growth  of  the  tecMus  in  unusual  places  in  the  body ;  but 
many  of  them  are  due  to  a  secondary  infection  with  other  germs,  notably 
with  the  pyogenic  cocci,8  also  with  the  colon  bacillus  and  the  pueumo- 
coccus.  * 

Modes  of  Infection  with  the  Typhoid  Bacillus. 

Infection  with  the  typhoid  bacillus  seems  usually  to  occur  through 
the  gastrointestinal  canal.  In  a  large  proportion  of  cases  the  bacilli 
are  conveyed  by  means  of  food,  and  especially  of  milk  and  drinking- 
water,  which  have  been  polluted  with  the  excretions  of  persons  suffering 
from  the  disease.  Many  serious  epidemics  of  typhoid  fever  have  been 
traced  to  pollutions  of  milk  and  drinking-water  from  such  sources.4 

Oysters  which  have  been  taken  from  grossly  polluted  waters,  as  near 
sewer  openings,  have  been  the  means  of  conveying  the  germs.* 

In  milk  the  typhoid  bacillus  not  only  remains  alive  for  long  periods, 
but  undergoes  active  multiplication.  It  may  remain  long  alive  in  water 
and  even  for  a  time  multiply.  In  the  soil  and  when  dried  it  may  remain 
alive  for  months.  Frozen  in  ice  it  has  been  found  alive  after  more  than 
three  months.     It  is  readily  killed  by  exposure  to  strong  sunlight. 

Preventive  Inoculations. 

Preventive  inoculations  have  been  practised  on  a  large  scale  in  man 
by  the  method  of  Haffkine  with  apparently  favorable  results.  In  this 
method  cultures  of  the  bacillus  are  killed  bv  heat  and  the  emulsion  is 
injected  subcutaneously. 

Agglutination. 

It  has  been  found  that  if  the  serum  of  an  animal  which  has  been  immunized  against 
a  motile  organism  be  placed  in  contact  with  these  organisms  in  a  fluid  medium,  the  or- 
ganisms cease  to  move  and  gather  into  tlocculi  or  clumps.  By  the  use  of  this  phenomenon, 
called  agglutination,  a  method  of  clinical  diagnosis  of  considerable  value  hs».s  been  de- 
vised and  esi>ecially  employed  in  typhoid  fever,  since  in  this  disease  a  certain  degree 
of  immunity  or  at  least  a  certain  specific  quality  in  the  serum  is  acquired  during  an 
attack  of  the  disease. 

The  nature  of  this  agglutination,  which  may  occur  with  dead  bacilli  also,  is  not  yet 
understood,  nor  is  the  reaction  altogether  limited  to  the  bacterial  species  which  induces 
the  tolerance.     Furthermore,  it  appears  that  agglutination  may  be  induced  by  various 

1  See  FUxner.  Journal  of  Pathology  and  Bacteriology,  vol.  ih\.  p.  2<r2.  1*9.**.  and 
Johns  Hopkins  Hospital  Reports,  vol.  v..  p.  343:  also  J/»#o\  "Traitede  Bacteriologie." 
1*H. 

*  For  full  consideration  of  the  pyogenic  powers  of  the  typhoid  haHlIu*.  consult 
Di/vrhovski and  Jitno*rstki.  Ziegler's  Beitr.  z.  path.  Anat..  etc..  Bd.  xvii..  p.  221,  1*95. 

1  Keen,  "The  Surgical  Complications  of  Typhoid  Fever."  1  **!!*  //'//>.  "The  Medi- 
cal Complications  of  Typhoid  Fever.*"  1*99. 

*  Freeman.  New  York  Medical  Record.  March  2Mb.  1*96.  bibliography. 

1  Freeman.  Allany  M«-d.  AnnaK  vol.  xviii..  1*<9?.  bibliography:  \f'#ny.  Revue 
d'Hyjriene.  t.  xxii..  pp.  12.  102.  193.  1900:  Ihrdnwn  and  B"ye.  Thompson  Yates  Labora- 
tory" Report,  vol.  ii ..  supplement.  1*99. 


214  THE   INFECTIOUS  DISEASES. 

organic  and  inorganic  chemical  substances.  Finally,  it  has  been  shown  that  if  the  dc- 
fibrinated  blood  of  one  animal  be  injected  into  an  animal  of  different  species,  the  blood 
of  the  latter  acquires  a  marked  agglutinating  power  for  the  red  blood  cells  of  the  ani- 
mal whose  serum  was  originally  injected.  Thus  it  appears  that  the  phenomenon  of 
agglutination  is  general  and  not  limited  to  bacteria. 

Agglutination  has  been  used  as  a  means  of  diagnosis  in  other  infectious  diseases, 
especially  in  Asiatic  cholera.  It  has  been  found  useful  also  in  the  identification  of 
species  in  various  forms  of  bacteria.  * 

The  Typhoid  and  Colon  Bacillus. 

Much  difficulty  has  been  encountered  in  distinguishing  between  the  typhoid  bacillus 
and  various  forms  of  the  colon  bacillus  when  they  occur  together,  as  may  be  the  case 
in  contaminated  water  or  in  the  dejecta  of  persons  suffering  from  typhoid  fever.  As  a 
result  of  this  difficulty  a  very  close  relationship  has  been  assumed  between  typhoid  and 
colon  bacilli.  This  assumption  is  not  wholly  justified  by  the  facts,  since  many  of  the 
biological  as  well  as  some  of  the  morphological  characters  of  the  two  are  quite  dissimilar. 

The  difficulty  in  distinction  is  largely  limited  to  the  identification  of  colonies  on  the 
common  media  usually  employed  in  the  gelatin  and  agar  plates.  Hiss  has  shown  how 
by  a  slight  modification  of  the  common  methods  the  growth  of  each  form  is  quite  char- 
acteristic, so  much  so  that  pure  cultures  may  be  made  from  the  first  mixed  plates  with- 
out difficulty.*  When  once  the  two  forms  are  separated,  distinguishing  characters  are 
readily  demonstrable. 

Methods  of  Staining  the  Typhoid  Bacillus. 

The  bacilli  from  artificial  cultures  stain  readily  with  the  ordinary  anilin  dyes,  such 
as  fuchsin  and  methylene  blue.  In  sections,  however,  they  do  not  stain  so  readily. 
They  are  decolorized  by  Gram.  They  may  be  stained  by  TAehVn  solution  (see  page 
228).  Stain  for  half  an  hour,  decolorize  in  alcohol,  clear  in  oil  of  cedar,  mount  in  bal- 
sam. The  decolorization  in  alcohol  should  be  carefully  done  to  avoid  the  removal  of 
too  much  color.  Flexner  recommends  the  staining  in  1/tffltr'*  methylene  blue  xdution 
for  two  hours;  then  put  in  acetic  acid  solution  1 : 1,000  for  several  minutes:  dehydrate 
in  absolute  alcohol ;  clear  and  differentiate  in  oil  of  cloves:  mount  in  balsam.  The  aim 
in  both  of  these  methods  is  to  leave  the  nuclei  faintly  colored,  but  not  so  much  so  as  to 
conceal  the  clusters  of  more  deeply  stained  bacilli. 


ASIATIC  CHOLERA. 

Asiatic  cholera  is  a  disease  incited  by  the  growth  and  proliferation  in 
the  intestines  of  a  slightly  curved  or  spiral  -shaped  bacterium,  which  is 
called  the  cholera  spirillum — Spirillum  cholera*  AHiativce  (Vibrio  cholera* 
Asiaticie).  This  organism  in  the  early  and  active  stages  of  the  disease 
may  Ik?  present  in  enormous  numbers  in  the  contents  of  the  small  intes- 
tine, often  penetrating  the  mucosa.  It  is  usually  confined  to  this  situ- 
ation. Its  deleterious  effects  upon  the  body  api>ear  to  l>c  largely  due  to 
the  production  of  toxic  substances,  which  in  addition  to  serious  intestinal 
irritation  or  lesion  may  on  absorption  incite  those  systemic  disturbances 
which  characterize  profound  toxjeinia. 

1  For  further  details  we  refer  to  the  special  bibliography  on  the  subject,  which 
may  be  found  in  Mace's  "Bacteriologie,"  1901.  and  to  works  on  clinical  pathology. 
' Hit*,  Jour.  Exp.  Med.,  vol.  ii.,~p.  677,  1897. 
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Lesions  of  Asiatic  Cholera. 

In  some  cases  of  cholera  there  are  no  marked  changes  to  be  found 
after  death,  and  in  no  case  are  the  lesions  distinctive  of  this  disease. 

If  death  occur  during  the  invasion  of  the  disease  or  in  the  stage  of 
collapse,  the  appearances  in  the  more  marked  cases  may  be  summarized 
as  follows: 

The  bodies  may  remain  warm  for  some  time,  and  the  temperature 
may  rise  for  a  short  time  after  death.  The  rigor  mortis  usually  begins 
early  and  lasts  for  an  exceptionally  long  time.  The  muscles  sometiines 
exhibit  a  peculiar  spasmodic  twitching  before  the  rigor  mortis  sets  in, 
especially  the  muscles  of  the  hand  and  arm. 

The  Skin  is  of  a  dusky  gray  color ;  the  lips,  eyelids,  fingers,  and  toes 
are  of  a  livid  purple.  The  ends  of  the  fingers  are  shrivelled,  and  the 
cheeks  and  eyes  sunken. 

The  Brain. — The  sinuses  of  the  dura  mater  are  filled  with  dark,  thick 
blood.  The  pia  mater  may  be  normal,  or  (edematous,  or  ecchymotic, 
or  infiltrated  with  fibrin.  The  brain  is  usually  normal,  but  may  be  dry 
and  firmer  than  usual. 

The  Lungs  are  retracted  and  anaemic,  the  pleura  may  be  dry  or  coated 
with  fibrin.  The  Heart  is  normal.  The  Peritoneum  may  be  dry  or  coated 
with  a  layer  of  fibrin. 

The  Stomach  is  usually  unchanged,  but  may  be  the  seat  of  catarrhal 
inflammation.  The  Small  Intestine. — There  may  be  ecchymoses  in  the 
mucous  membrane ;  the  mucous  membrane  may  be  soft  and  (Edematous ; 
there  may  be  general  congestion,  or  the  congestion  may  be  confined  to 
the  peripheries  of  the  solitary  and  agminated  nodules,  and  these  nodules 
may  be  swollen ;  or  there  may  be  croupous  inflammation  and  superficial 
necrosis.  All  these  changes  are  usually  most  marked  at  the  lower  end 
of  the  small  intestine.  There  is  apt  to  be  post-mortem  desquamation  of 
the  epithelium.  The  characteristic  rice-water  fluid  may  be  found  in  the 
intestines  after  death,  or  instead  of  this  dark-colored,  bloody  fluid.  The 
Large  Intestine  is  usually  normal,  but  in  some  epidemics  croupous  inflam- 
mation occurs  in  a  considerable  number  of  cases. 

The  Spleen  may  be  soft.  The  Liver  may  show  small  areas  of  granular 
or  fatty  or  hyalin  degeneration. 

The  Kidneys  are  often  increased  in  size,  with  white  and  thickened  cor- 
tex and  congested  pyramids.  The  epithelium  of  the  cortical  tubes  may 
contain  coarse  granules  and  fat  globules,  or  be  necrotic.  The  tubes 
may  contain  casts  and  disintegrated  epithelium.  The  Uterus  and  Ovaries 
may  be  congested  and  contain  extravasated  blood. 

If  the  patient  do  not  die  until  the  stage  of  reaction,  the  body  does  not 
present  the  same  collapsed  appearance,  and  there  are  often  inflammatory 
changes  in  different  parts  of  the  body,  especially  in  the  larynx,  the  lungs, 
the  stomach,  and  the  intestines. 
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Characters  of  the  Cholera  Spirillum. 


The  cholera  spirillum,  which  was  discovered  by  Koch  in  1883,  is  a  curved  rod  Willi 
roundel  ends  from,  0.8  to  8.0  a  long,  asporogenous,  aerobic,  and  motile.  When  growing 
urder  suitable  conditions  these  rods  are  apt  to  cling  together  by  their  ends,  forming  S 
shaped  structures  or  spirits,  often  of  considerable  length  (Fig.  111.)  The  organism  stains 
readily  and  grows  abundantly  on  the  ordinary  culture  media.  The  life  period  is  short 
and  various  degenerative  "involution  "  forms  are  apt  to  be  present  in  old  cull  ores.  It 
grows  best  at  about  blood  heat;  growth  ceases  at  about  Ifi  C.  but  may  survive  a  re- 
duction of  the  temperature  to  —  10'  (.'.  It  is  (illicitly  killed 
^4    9jjk  DJ'  drying  or  by  the  temperature  of  boiling  water.     Adds 

^^^■ftjT    *  —fil        are  inimical  to  its  growth.     It  may  retain  its  vitality  for 
£f\  ^.^V  ^       a  considerable  time  in  water.     On  moist  surfaces,  such  as 

5>*^5'^  T^    ^     damp  linen,  earth,  vegetables,  or  in  milk,  it  may  rapidly 
*jT     i^^^        proliferate. 

**    ■*  The  results  of   animal  experiments  with  the  cholera 

germ   are  not   hi   themselves   decisive  in  determining  its 
no.  lU.-8rnuu.ra  Cholcm      ^.laniowsljip  to  th:s  disease,  since  animals  do  not  react  in 
its  presence  as  man  does.     However,  the  constant  occur- 
from  ■  culture,  renee  of  this  organism  in  Asiatic  cholera,  its  absence  from 

the  body  under  other  conditions,  and  the  accidental  labo- 
ratory infections  which  have  several  times  occurred  in  men  handling  pure  cultures  of 
the  germ,  leave  no  doubt  as  to  its  significance  as  the  excitant  of  this  disease. 

The  infectious  organism  is  usually  conveyed  from  one  person  to  auother  by  the 
pollution  of  food  or  drink  with  the  discharges  which  contain  the  virulent  gemiB, 

It  is  often  of  the  highest  importance  to  determine,  at  the  earliest  possible  moment, 
whether  or  not  a  suspected  case  be  one  of  Asiatic  cholera  or  some  other  form  of  acute 
Intestinal  disorder,  so  that  in  the  former  case  the  proper  measures  may  lie  instituted  to 
prevent  the  spread  of  the  disease.  The  characters  which  are  developed  in  cultures  of 
the  cholera  bacillus  enable  an  expert  bacteriologist  to  distinguish  this  orgiinism  from 
all  other  known  forms.  But  the  scope  of  this  work  does  not  permit  a  detailed  descrip- 
tion of  the  cultural  peculiarities  of  the  germ.  Nor  should  the  responsibility  of  such  de- 
terminations l>c  assumed  without  adequate  preliminary  laboratory  experience.  I)y 
taking  together  the  morphological  and  biological  characters,  it  is  possible,  usually  on  the 
second  or  third  day,  to  determine  whether  the  Intestinal  contents  of  a  suspected  case  do 
or  do  not  contain  the  bacillus  of  Asiatic  cholera. 

Preventive  Inoculation,  Antitoxic  Cholera  Serum  and  its-  Lyaogenic  Action, 

A  large  amount  of  work  has  been  done,  looking  toward  artificial  Immunization  of 
man  against  Asiatic  cholera  in  the  East  and  preventive  inoculation  practised  by  the 
method  of  IIulTkine  appears  to  have  given  encouraging  results.  This  method  consists 
In  the  subcutaneous  injection  of  cultures  of  the  cholera  bacillus:  first.  thi>se  whose  viru- 
lence has  been  diminished,  and  then,  those  in  which  the  virulence  has  been  exalted  by 
artificial  means. 

PfcilTer  has  shown  thai  the  spirillum  of  Asiatic  cholera,  put  into  the  peritoneal 
cavity  of  an  artificially  immunized  guinea-pig.  Is  quickly  immobilized,  swells,  and  be- 
comes granular  and  soon  disappears.  A  similar  effect  tan  be  secured  in  tubes  by  a 
mixture  of  the  antitoxic  serum  and  fresh  serum  to  which  the  spirilla  are  added.  This 
action  of  the  antitoxic  serum  upon  the  bacteria  is  called  tjftngtnic,  and  Its  use  has  tx-cn 
proposed  as  a  test,  on  the  one  hand,  of  the  specific  character  of  a  suspected  spirillum; 
and,  on  the  other,  with  a  definitely  known  spirillum  to  employ  the  ly oogenic  action  of 
the  serum  in  a  suspected  case  of  disease  as  a  diagnostic  test. 

This  ly oogenic  action  of  s|iecific  sera,  when  mixed  either  with  the  peritoneal  fluid 
within  an  animal  or  with  normal  scrum  in  ritrv.  is  not  peculiar  to  the  so-called  anti- 
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cholera  serum,  but  has  been  observed  in  other  cases — for  example,  in  typhoid  serum  with 
the  typhoid  bacillus.  The  relationship  between  the  bactericidal  action  of  these  anti- 
toxic sera  and  that  of  normal  sera  is  not  yet  clear. 

Other  Spirilla  Resembling  the  Cholera  Spirillum. 

There  are  several  fairly  distinct  forms  of  spirilla,  some  of  which  appear  to  be  re- 
lated to  the  cholera  organism,  which  have  been  occasionally  found  in  various  situations. 
One  of  these  is  the  so-called  Vibrio  proteus  or  spirillum  of  Finkler  and  Prior.  This 
organism  was  found  by  these  observers  in  the  dejecta  of  persons  suffering  from  cholera 
nostras,  shortly  after  the  discovery  by  Koch  of  the  cholera  spirillum,  which  at  first  it 
was  thought  closely  to  resemble.  The  cultural  characters,  however,  abundantly  suffice 
to  differentiate  the  organisms.  The  Vibrio  proteus  is  slightly  pathogenic  for  certain 
lower  animals,  but  not  for  man. 

Several  forms  of  spirilla  of  somewhat  similar  general  characters  have  been  found  in 
various  situations;  thus  in  cheese,  by  Denecke,  S.  tyrogenum  ;  in  a  chicken  epidemic 
and  in  sewage,  by  Gamaleia  and  by  Pfuhl,  Vibrio  Mettchnikovi  ;  in  the  dejecta  during 
a  cholera  epidemic  at  Massawah,  Vibrio  Ma&mwah,  etc.  Spirillvm  spvtigenum,  of  fre- 
quent occurrence  about  the  teeth  and  in  the  saliva  of  healthy  persons,  is  not  pathogenic. 


TUBERCULOSIS. 

Tuberculosis  is  an  infectious  disease  characterized  by  inflammatory 
and  necrotic  processes  in  the  body  and  incited  by  the  presence  and 
growth  of  the  Bacillus  tuberculosis  (tubercle  bacillus).  The  most  dis- 
tinctive morphological  feature  of  tuberculosis  is  the  development  under 
the  influence  of  the  tubercle  bacillus  of  larger  and  smaller  gray  or  white 
or  yellow,  firm  or  friable  masses  of  tissue  called  tubercles. 

The  effect  on  the  body  cells  of  the  presence  and  growth  of  the  tubercle 
bacillus  varies  considerably,  depending  upon  the  number  and  virulence 
of  the  germs  present,  the  character  of  the  tissue  in  which  they  lodge,  and 
the  vulnerability  of  the  individual.  In  general,  it  may  be  said  that 
tubercle  bacilli  may  stimulate  the  connective-tissue  cells  in  their  vicinity 
to  proliferation;  or  they  may  excite  emigration  of  leucocytes  from  blood- 
vessels and  lead  to  the  production  of  other  exudates;  or  they  may  cause 
death  of  tissue.  Thus  the  phases  of  inflammation  which  are  excited  by 
the  tubercle  bacillus  are  productive,  exudative ,  and  necrotic.  The  tuber- 
cle bacillus  may  incite  these  changes  separately  or  simultaneously,  in 
the  sequence  just  indicated  or  in  some  other ;  and  now  one,  now  another 
of  them  may  preponderate. 

Morphology  of  the  Lesions  of  Tuberculosis. 

Tuberculosis  manifests  itself  most  often  in  the  form  of  an  inflamma- 
tion affecting  some  one  part  of  the  body,  as  the  lungs  and  bronchial 
lymph-nodes  (the  parts  most  frequently  involved  in  adults),  the  gastro- 
intestinal tract  or  the  skin — "localized  tuberculosis."  In  a  considerable 
proportion  of  cases  the  local  lesions  induced  by  the  tubercle  bacillus 
are  in  the  form  of  circumscribed  nodules  or  masses  of  new-formed  cells 
or  tissue  which  are  called  tubercles,  or  if  small  miliary  tubercles.1 

1  The  term  miliary  tubercle,  which  arose  from  the  coincidence  in  size  between  small 
foci  of  tuberculous  inflammation  and  some  forms  of  millet  seed,  is  now  very  liberally 
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Such  a  localized  tuberculosis  may  retain  throughout  the  characters 
of  a  local  inflammation,  or  it  may  be  accompanied  by  the  clinical 
evidences  of  systemic  infection.  It  may  give  rise  through  metastasis 
to  the  successive  development  of  tuberculous  inflammations  in  other 
parts  of  the  body,  or  to  a  sudden  development  of  small  foci  of  tubercu- 
lous inflammation  in  many  parts  of  the  body  at  the  same  time — general 
miliary  tuberculosis. 

A  general  infection  may  occur  by  the  diffusion  through  the  body  of 
bacilli  derived  from  a  local  tuberculosis,  such  as  tuberculous  phlebitis  or 
arteritis,  tuberculous  inflammation  of  the  thoracic  duct,  or  from  the 
breaking  into  a  vessel  of  a  tuberculous  lymph  node.  It  is  probably 
seldom  that  a  sufficient  number  of  tubercle  bacilli  enter  the  blood  chan- 
nels at  once  to  account  for  the  enormous  number  of  tul>ercles  which  are 
sometimes  found  in  acute  general  miliary  tuberculosis;  but  it  is  not  un- 
likely that  from  the  earliest  formed  tubercles  which  develop  in  the  walls 
of  the  smaller  blood-vessels  new  distributions  of  bacilli  may  speedily 
take  place. ' 

In  many  cases,  however,  the  lesion  is  not  focal  or  circumscribed  but 
diffuse,  and  more  or  less  widely  infiltrates  or  replaces  the  tissues  in- 
volved.    This  is  called  diffuse  tuberculous  inflammation. 

Miliary  Tubercles. — Miliary  tubercles  are  small  nodules  of  irregular 
shapes  (Plates  IV.,  VI.,  and  VII.),  the  smallest  hardly  visible  to  the 
naked  eye.  The  smaller  tubercles  are  gray  and  translucent ;  the  larger 
are  usually,  especially  in  the  central  parts,  opaque  and  white  or  yellow 
on  account  of  the  necrosis  which  is  apt  to  commence  here. 

In  studying  the  reaction  of  the  living  tissues  to  the  tubercle  bacillus 
it  should  lx>  always  borne  in  mind  that  while,  as  a  whole,  the  lesions 
produced  are  quite  characteristic,  there  is  still  no  one  structural  feature 
or  combination  of  features  of  tubercles  or  tuberculous  inflammation  which 
is  absolutely  distinctive  of  the  action  of  this  bacillus.  In  doubtful  cases 
the  demonstration  of  the  presence  of  the  genu  itself  may  be  necessary  for 
the  establishment  of  the  character  of  the  lesion." 

The  experimental  studies  in  animals,  as  well  as  the  morphological 
data  gathered  from  the  examination  of  tul>crculosis  in  man,  show  that 

applied  to  tul>ereles  which  an'  verv  much  larger  aa  well  as  to  thorn*  which  are  very 
much  smaller  than  millet  seeds.  It  is  convenient  to  designate  a  small  mass  of  new 
tissue  formed  under  the  influence  of  the  tubercle  bacillus,  whatever  its  minute  struc- 
ture, as  a  tutterrle  gram/lum  (see  Fig.  112).  Very  frequently  two  or  more  tul>ercle 
granula  are  joined  together  by  a  more  diffuse  formation  of  tubercle  tissue  to  form  larger 
or  smaller  miliary  tubercles — conglomerate  tuberde*  (see  Fig.  113). 

1  It  is  well  in  the  endeavor  to  understand  the  occurrence  of  general  miliary  tuber- 
culosis or  of  the  less  striking  instances  of  distribution  of  the  bacilli  that  two  varying 
factors  an*  constantly  active  and  significant ;  first,  the  virulence  of  the  bacilli,  which  may 
be  slight  or  extreme;  and,  second,  the  vulnerability  of  the  infected  individual—/./..  Ins 
44  predisposition  " — which  also  may  1h»  slight  or  extreme.  Thus  the  distribution  of 
bacilli,  be  these  few  or  many,  from  an  infective  focus,  may  be  in  different  individuals 
or  at  different  times  in  the  same  individual  of  quite  different  significance. 

For  a  critical  resume  of  the  etiology  and  mode  of  origin  of  miliary  tubercles,  with 
bibliography,  see  Renda,  in  Lutmrsch  and  Ostertag's  "Ergcbniase,"  Jahrgang  v.,  p.  447. 

*  The  term  tuhtrrle  tt'*Mn*\  which  is  in  common  use.  indicates  a  tissue  formed  under 
the  influence  of  the  tubercle  bacillus  nit  her  than  a  tissue  which  is  morphologically  chra- 
ncteristic  of  tuberculosis  in  distinction  from  other  forms  of  new  tissue. 
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when  tubercle  bacilli  in  moderate  numbers  lodge  and  develop  in  the  liv- 
ing body  one  of  the  early  local  effects  is  a  proliferation  of  the  connective- 
tissue   and   endothelial   cells.1      These 
become    larger  and    polyhedral,  with 
conspicuous  nuclei  (Fig.  112). 

A   new   reticulum  or   stroma  may 

•*^»   s*'«  *'  '*  ,  ,'•*  t  form  hand -in -hand  with  the  growth  of 

these  new  cells,  or  the  old  stroma  may 

persist,    adapting   itself  in   form   and 

arm n genie nt  to  the  new  conditions. 

Either  after  the  connective -tissue 
cell  proliferation  or  hand -in -hand  with 
it,  or  preceding  it,  or  altogether  inde- 
pendently of  it,  emigration  of  leuco- 
cytes and  extravasation  of  serum  may 
take  place  from  blood-vessels  in  the 
vicinity  of  the  germs.  During  the 
more  or  less  active  cell  proliferation 
which  occurs  under  the  influence  of 
the  tubercle  bacillus  multinuclear  cells 
—giant  cells — may  be  formed  (Fig.  113),  either  by  persistent  nuclear 
division  in  growing  protoplasmic  masses  which  do  not  divide  into  sepa- 
rate cells,  or  by  the  coalescence  of  the  bodies  of  cells  already  formed. 


Ibe  i-entra  nwgulaUon  necrosis  la  commenc- 


More  or  less  new  tissue  with  numerous  small  spheroidal  mononuclear 
cells  and  little  stroma  may  form  in  and  about  the  tuberculous  foci. 

1  The  studies  of  Wtthtberg  indicate  that  in  some  eases  at  least  the  first  effect  of  the 
tubercle  hacillus  upon  the  living  tissue  is  destructive,  so  that  the  charac  I  eristic  ceil  pro- 
liferation which  follows  may  not  be  altogether  due  ton  direr!  fnnuiilivc  stimulus  to  cell 
proliferation  furnished  by  the  bacillus.  Bee  WteMterg,  "*  BcitrHge  zur  Lehr.  v.  d.  primaivn 
Einwirkung  des  Tuberkelbacillus,"  Zicgler's  Beitrflge  z.ur  path.  Anal.,  Bd.  xxlx..  1B01. 
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Blood  -vessels  are  not  apt  to  develop  under  the  influence  of  the  tubercle 
bacillus.  Old  blood-vessels  are,  ou  the  other  baud,  usually  obliterated 
as  the  new  tissue  forms. 

Sooner  or  later,  under  the  influence  of  the  tubercle  bacillus,  there  is 
usually  a  damage  of  cell  aud  tissue,  which  may  lead  to  coagidation  necro- 
sis in  the  new-formed  as  well  as  in  the  old  tissue  of  the  infected  region. 
This  necrosis  is  more  apt  at  first  to  manifest  itself  in  the  central  portions 
of  the  tuberculous  foci  (Fig.  114)  and  may  progress  outward;  the  nuclei 
become  fragmented  or  disappear,  or  fail  to  stain  in  the  usual  way,  the 


Sbowliuj  polyhedral  ralta,  mill  tpbirroldal  tvlli.  idi]  glint  rail*  with  uiajpiUuliin  nn-rodi  M  Ule  iTPtTV. 

protoplasm  becomes  more  homogeneous,  and  cells  and  stroma  form  at 
last  an  irregularly  granular  mass  of  tissue  detritus  which  tends  to  disin- 
tegrate (coagulation  necrosis,  cheesy  degeneration,  caseation),  forming 
cavities  or,  if  on  free  surfaces,  ulcers. 

As  coagulation  necrosis  progresses,  the  tubercle  masses  lose  the  gray 
translucent  appearance  which  ill  their  early  stages  they  are  apt  to  pre- 
sent to  the  naked  eye  and  become  more  opaque  and  of  yellowish -white 
appearance  at  the  centres. 

Finally  dense  fibrous  tissue  may  form  in  and  about  foci  of  tuberculous 
inflammation,  encapsulating  or  sometimes  entirely  replacing  the  more 
characteristic  new-formed  structures.  It  is  in  this  nay — by  the  forma- 
tion of  connective  tissue — that  such  rci>air  as  is  possible  after  local  tuber- 
culous inflammation,  is  brought  about  (Fig.  2!i9,  p.  4fi7). 
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Before  the  discovery  of  the  tubercle  bacillus  and  while  knowledge  of 
the  lesions  of  tuberculosis  was  largely  limited  to  their  morphology,  it 
was  natural  that  much  stress  should  be  laid  upon  the  variety  in  structure 
which  the  nodular  growths  called  tubercles  present,  and  that  elaborate 
classifications  and  groupings  of  tubercles  were  often  deemed  important. 

With  an  exact  knowledge  of  the  excitant  of  the  new  growths  and  of 
the  varying  phases  of  their  development  in  the  body,  the  morphological 
peculiarities  of  tubercles  are  not  now  to  be  regarded  as  of  such  extreme 
significance,  since  they  for  the  most  part  indicate  simply  variations  in  the 
local  effect  of  a  definite  poison.  These  variations  are  due  as  we  have 
seen  to  differences  in  the  amount  and  intensity  of  the  poison,  to  the  degree 
of  susceptibility  of  the  individual,  to  the  structure  of  the  particular  tissue 
or  organ  involved,  and  to  the  extent  and  variety  of  local  complications 
caused  by  other  agencies. 

It  is,  however,  usually  convenient  and  sometimes  important  to  recog- 
nize structural  types  in  miliary  tubercles.  Thus  they  may  be  composed 
wholly  of  small  spheroidal  cells — "lymphoid  tubercles,"  or  of  larger  poly- 
hedral cells1  " polyhedral-celled  tubercles,"  or  of  both  forms  of  cells  together 
and  with  or  without  a  new-formed  stroma;  or  of  any  of  these  combina- 
tions with  giant  cells.  Then  coagulation  necrosis,  which  may  occur  in 
tubercles  of  any  type ;  development  of  new  dense  connective  tissue ;  as- 
sociation with  various  phases  of  simple  exudative  inflammation — all  of 
these  contribute  to  the  variety  in  the  structural  types  of  miliary  tuber- 
cles. 

Diffuse  Tuberculous  Inflammation  (Diffuse  Tubercle). — 1.  If  the  infec- 
tion with  tubercle  bacilli  be  extensive,  or  if  step  by  step  the  bacilli  are 
distributed  in  the  tissues  about  the  primary  seat  of  infection,  consider- 
able amounts  of  tubercle  tissue  of  one  or  other  form  may  develop  and 
pass  into  the  condition  of  coagulation  necrosis,  so  that  at  length  large 
necrotic  masses,  with  a  comparatively  small  amount  of  well-defined 
tubercle  tissue,  either  diffuse  or  in  the  form  of  granula,  may  alone  re- 
main to  indicate  the  character  of  old  and  slowly  progressive  local  infec- 
tion. This  form  of  lesion  is  found  in  the  large  tuberculous  masses  in  the 
brain,  in  the  mucous  membrane  of  the  bronchi,  in  large  flat  masses  on  the 
serous  membranes,  and  in  the  diffuse,  cheesy  infiltration  of  the  lymph 
nodes,  kidneys,  ureters,  bladder,  prostate,  testicle,  and  uterus. 

These  large  areas  of  tuberculous  inflammation  are  apt  to  be  white  or 
yellow  in  the  central  and  necrotic  portions,  which  are  sometimes  dense, 
compact,  and  hard,  sometimes  soft  and  friable.  These  areas  are  not  in- 
frequently surrounded  by  an  irregular  gray  zone  of  tubercle  tissue  or  by 
a  dense  fibrous-tissue  capsule. 

2.  In  marked  contrast  with  the  phase  of  diffuse  tuberculous  inflam- 
mation just  described,  though  often  associated  with  it,  is  that  in  which 
the  formation  of  inflammatory  exudates  is  a  prominent  feature.  This 
exudative  form  of  tuberculous  inflammation  is  best  exemplified  in  the 

1  Some  of  these  larger  cells  are  regarded  by  many  as  so-called  "  plasma  cells  "  (see 
p.  103). 
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lungs  by  tome  of  tin.'  forms  i.l  acute  phthisis  (Me  page  ITS).  The  tuber- 
cle bacillus  is  under  certain  conditions  markedly  pyogenic,  mid  when  it 
rapidly  devdopa  in  the  air  spares  at  the  tang*  or  suddenly  gain  aaeem 
to  Ibem  in  large  ipianlilies  pus,  scrum,  Hlirin,  uud  cxfoliuled  or  prolifer- 
ated ■  ■pitli.'liul  eelle  may  collect  la  and  largely  iill  Hie  air  spaces,  and  Him 
the  whole  new  exudate  and  the  old  longtime  may,  over  larger  or  smaller 
arena,  rapidly  undergo  coagulation  necrosis.    (Plates  VIII.  and  X.) 

Thus  in  one  phase  of  tuberculous  inlliiinination  the  intcnsily  and 
rapidity  of  the  local  poisoning  by  the  bacillus  do  not  ]>crniit  of  I  In* 
formation  of  organised  new  tissue  at  all,  but  only  of  exudative  products* 


.: 


,<*      Itfa 


which  arc  apt  Boon  to  Iwconu-  neciolie  (Fig.  II.'.).  ban  Intense  degreee 
of  axadative  inflammation  urc  liable  to  develop  in  the  vicinity  of  miliary 
lubercles  anywhere  iu  tin-  body. 

Character!  of  the  Tubercle  Bacillus. 

Tin'  bacillus  lulic.-rculcisis  is  it  long,  filcn-li-r  biu-teriiim  ntjiag  in  length  from  3  in 
I  >.  i  [t"in  ont'-uuiirU'r  In  <  me -hull  I  lit-  iliiimi-fer  -if  i  ml  Mum]  L-ell)  unit  iu  Invar  I  Mi  fnuu 
0.2  to  0.5  a,  It  is  frequently  Don  0*  l«M  cnrvLil.  mill  tbe  iiiilivii!unl  Imiitli  nhv  Clng 
logeitwi  end  lo  end.  forming  threads  or  chnin».     It  may  occur  in  bxuc&tng  lonm.' 

The  Inuillns  (Fig.  I  lit)  is  Mniueil  with  iliDU-nlly  by  ihc  iinilin  dyee  (aaa  below),  unit 

1  lininihiTiK  forms  of  the  tubercle  bacillus  have  been  foequeotlj  Men,  ami  while 

lllrir  iipnirimne.'  I-  mil  yet  iilli-i|M)n-r  Hear,  I  lie  tciiili-m  v  at  this  lime  j>  in  "i-|i]irHii'  thin 
or^niii-nti  willi  ill"-  ili|il"iilii-riii  Imi-illni  nml  I  In  -ni'iillnl  tlr>'|it<ithri\  <>r  sii-tiinniiw-i- 
f.nn-  Into  ii  pnap  «l«irl  (nun  the  liueilli.  Whether.  U  Dm]  tliink  thr-y  are  mule 
i-lusely  nllii-il  Ii.  tin-  moulds  limn  I."  ill.-  luii'ti'i'in  i.r  wli.-lte-r  they  should  In-  iimslder-il 
in  it  i  ins-  liv  (.lit-mwlvin  ;tr<-  pmliliiii-  still  iinvihvd.  FtH  the  |in —ill  WIBt]  wi-ely 
consider  the  tubercle  hucilhii  us  one  of  the  tmeleria. 

For  Studies  unit  Liibliogntiiliv  ""  this  -uhjret,  consult  N-7n</;. .  Ziiisi  hilft  (.  Itifcc 
tious-Krunkheitcii.  Bd.  xxkI,  |>.   (S8.  UW;  and  LubarncA,  ibid.,  p.  187. 
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r  knobbed  appearance,  due  hi  an  iw- 
iuvolutiuti  changes.      It   is  immobile 


when  stained  often  presents  un  irregular  ln'iu led  i 
evenness  in  the  diluting  of  the  protoplasm,  or  to 
and  Bporos  have  Ml   been  demonstrated 
in  it. 

At  the  temperature  of  the  body  it 
can  be  grown  mi  many  of  tlie  iirliticinl 
culture  media. 

The  growth  of  the  tubercle  bacillus 
in  cultures  is  very  slow  in  comparison 
willi  that  of  most  of  the  pathogenic 
mi  cm- organisms.  Afler  several  weeks' 
growth  it  forms  dry,  Body  musses  or 
thin,  wrinkled  pellicles  en  Ihe  surface 
Of  the  iiiciliii  (Figs.  1 17  urn!  11M).  It 
required  •  Certain  amount  nf  oxygen  for 
its  growth,  mill  thrives  lu-sl  in  the  dark. 
Il  is  killed  hy  an  exposure  nf  a  few 
boon  to  direct  sunlight,  ur  if  moist  is 
killed  hy  nil  exposure  of  from  ten  to 
tifteeii  minutes  to  711  ('.  On  the  other 
band,  it  may  long  retain  its  vitality  ii 
the  dried  condition. 

Culture*  can    be   continued   indefi- 
nitely from  generation  ],   generation  with 
a   slowly   diminishing    virulence   which 
finally  is  largely  lost.      I'tulev  certain  conditions  the  virulence  may  be  restored  or  en- 
hanced hy  successive  iuociiliitinii.s  into  susceptible  animals. 

The  tuherele  bacillus  dins  nnt,  so  fur  as  we  know,  grow  in  nature  outside  of  the 
In -li<s  nf  men  and  certain  wurm-blondcil  animals.     Il  is  thus  apparently  strictly  parasitic. 

Methods  of  Staining:  the  Tubercle  Bacillus. 


Tin.  Ilii.-Trnrwi.K  Ricxui   is  Spctcm 


f  tluids.  sueh  as  spnlum,'  etc,  the  material 
t  glass,  drii'd  in  (he  nir.  and  I  hen  passed  thrice 


In  Fi.iios— For  the  oxamhuii.it 
should  he  spread  in  a  thin  layer  on  a 
through  the  flame  (see  page  15(1). 

While,  as  has  been  said  above,  the  lulicrcle  bacillus  is  stained  much  less  easily  with 
the  anilin  dyes  than  are  most  Imcleria.  it  can  Ih'  deeply  colored  by  the  use  of  accessory 
agents  which  intensify  the  stains  or  render  the  protoplasm  of  the  bacilli  more  accessible 
to  them.  But  when  once  stained  the  tubercle  bacillus  clings  with  great  tenacity  to  its 
color  in  the  presence  nf  [be  usual  decolori/.iug  agents. 

A  variety  of  methods  are  in  vogue  hu  staining  the  tuherele  bacillus,  most  of  them 
lieiug  more  or  less  unessential  moditii  atious  of  the  original  process  formulated  by  Koch 
and  Ehrlich.  Ziehl's  solution  is  among  the  most  useful.  This  is  made  by  adding  to  a 
live  pei  cent  aqueous  solution  of  curbotio  acid  about  one-tenth  its  volume  of  salurutcd 
alcoholic  solution  of  fuehsin.     This  carbolic  fuchsin  will  keep  unchanged  for  a  long  time. 

The  prepared  cover  glass  is  floated  in  a  watch  gh'.ss  or  porcelain  capsule — specimen 
side  down— on  Ibis  coloring  lluid,  and  gently  healed  almost  to  boiling  for  from  three  to 
rive  minutes. 

The  entire  specimen  is  thus  completely  stained,  tubercle  lineilli,  tissue  elements,  and 
other  bacteria  which  may  be  present,  all  in  the  same  way.  The  next  step  is  to  remove 
the  color  with  acid  from  all  the  structures  which  may  lie  intermingled  with  the  lulicrcle 
bacilli;  the  latter,  owing  to  the  tenacity  with  which  they  retain  the  color,  being  but 
slightly  affected.  This  is  done  by  dipping  the  cover  glass  into  an  aqueous  or  alcoholic 
solution  of  live  percent  sulphuric  acid,  imd  shaking  it  about  fur  a  few  seconds      Under 

1  It  is  well  in  obtaining  sputum  for  examination  in  eases  of  suspected  pulmonary 
tuberculosis  to  secure  Hint  which  has  been  raised  during  several  hours,  including  tin- 
early  morning  discharge. 
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the  Influence  '>(  the  acid  tin-  specimen  on  tlic  cover  glass  lows  Its  nil  color  and  becomes 
gray  or  colorlemt  It  Is  tlu.il  thoroughly  rinsi.il  iu  three  or  four  successive  portions  of 
alcohol,  ami  finally  in  water.     By  this  manipulation  the  red  color  may  be  to  a  slight 

Van-  should  In-  taken  not  to  expose  the  specimen  too  long  to  tire  action  of  the  acid. 
because  Own  tin-  Imcilli  may  lie  also  partially  or  completely  decolorized.  A  little  ex- 
perience « ill  enable  the  experimenter  to  judge  of  the  proper  time  for  the  action  of  the 


.»!■  In  tti<-  bird. 


add.  The  specilll 
and  the  Abbe  coin 
examination. 

lnasmui-lt  as  not  infrequently  some  other  bacteria  besides  the  lulu- role  bacilli  retain 
a  slight  nil  color,  it  is  well,  after  the  specimen  is  rinsed  in  water,  to  float  the  cover 
glass  for  a  few  minutes  in  ti  dilute  arjileous  solution  of  methylene  blue,  which  will  re- 
place the  red  color  in  nil  of  the  bacleria  except  the  tubercle  Imcilli  and  which  might  be 
mistaken  for  it.  forming  a  marked  color  contrast  between  them.  The  contrast  stain 
should  not  Ik-  intense. 

In  Skitions. — Thin  sections  of  tuberculous  tissue  which  has  been  hardened  In  alco- 
hol are  stained  in  I  tie  same  way.  except  that  instead  of  drying  and  fixation  by  heat  the 
sections  should  lie  fixed  to  the  cover  glass  by  means  of  the  albumin  fixative  (see  page 
53),  ami  then  cover  glass  and  section  are  manipulated  together. 

When  differentiation  is  complete  the  section  is  cleared  in  oil  of  origanum  and 
mounted  in  Imlsum. 


THE  INFECTIOUS  DISEASES.  225 

For  purposes  of  simple  recognition  of  the  bacilli  in  sections  it  seems  to  the  writer 
usually  better  to  have  no  color  in  the  preparation  other  than  that  which  the  tubercle 
bacilli  possess.  But  it  is  often  convenient  to  demonstrate  the  nuclei  of  the  cells  at  the 
same  time,  and  this  may  be  accomplished  by  staining  lightly  afterward  with  a  dilute 
solution  of  some  color  which  will  contrast  with  that  of  the  bacilli,  such  as  methylene 
blue. 

In  the  examination  of  urine  for  the  presence  of  the  tubercle  bacillus  it  is  well  to 
collect  the  sediment  by  means  of  a  centrifugal  machine.  In  the  examination  of  milk, 
or  other  fat -containing  fluids  for  tubercle  bacilli,  it  is  well,  after  the  film  has  been 
formed  upon  the  cover  glass  and  before  staining,  to  rinse  with  chloroform  followed  by 
alcohol,  and  this  by  water. 

Occasionally  one  finds  in  urine  acicular  crystalline  bodies  considerably  resembling 
the  tubercle  bacillus  in  size  and  shape,  and  retaining  a  red  color  after  the  decolorization 
of  the  specimen.     A  careful  study  of  the  form,  however,  will  suffice  to  prevent  mistakes. 

The  only  other  bacilli  which  are  liable  to  be  mistaken  for  the  tubercle  bacilli  are 
the  bacillus  of  leprosy  and  the  so-called  smegma  bacillus  which  sometimes  occurs  be- 
neath the  prepuce.  The  lepra  bacillus  may  be  distinguished  from  the  tubercle  bacillus 
by  the  following  differential  staining  process:  If  the  lepra  bacillus  be  stained  for  ten 
minutes  in  a  dilute  alcoholic  solution  of  fuchsin  (five  drops  of  saturated  alcoholic  solu- 
tion of  fuchsin  to  3  c.c.  of  water),  and  then  rinsed  for  a  few  seconds  in  a  solution  of 
nitric  acid  (one  part)  in  alcohol  (ten  parts),  it  will  retain  a  red  color,  while  under  the 
same  treatment  the  tubercle  bacillus  remains  uncolored.  For  differential  stains  for  the 
smegma  baeillus  see  page  229. 

Varieties  of  Tubercle  Bacilli. 

While  many  of  the  lower  mammalia  are  susceptible  to  inoculations  with  tubercle 
bacilli  derived  from  man,  the  bacilli  obtained  from  spontaneous  tuberculous  lesions  in 
the  lower  animals  may  present  noteworthy  variations  in  form  and  growth  from  the 
human  type.  Thus  Theobald  Smith  has  pointed  out  marked  peculiarities  of  the  bovine 
bacillus  which  would  lead  to  the  conjecture  that  though  not  a  separate  species  it  is 
probably  a  distinct  variety  of  the  organism. 

Still  more  marked  are  the  differences  between  mammalian  and  avian  or  bird  tuber- 
cle  bacilli.  Whether  in  this  case  also  the  differences  are  to  be  regarded  as  specific  or 
within  the  limits  of  variational  sway  is  not  yet  clear.  Although  the  subject  is  impor- 
tant from  the  standpoint  of  prophylaxis  and  interesting  from  the  point  of  view  of  the 
variations  of  bacteria  under  changes  of  environment,  the  attempts  by  experimental 
means  to  convert  one  form  into  the  other  have  thus  far  been  too  few  to  lead  to  definite 

conclusions. 

Tuberculin. 

When  the  tubercle  bacillus  is  grown  on  glycerinated  nutrient  broth  certain  meta- 
bolic products  are  formed  and  pass  into  solution  in  the  fluids.  If  after  some  weeks  of 
vigorous  growth  the  germs  are  separated  by  filtration  and  the  broth  is  concentrated  by 
evaporation,  a  dark-brown  fluid  results  which  is  called  tuberculin.  This  substance — at 
one  time  believed  by  many,  and  still  by  a  few  observers,  to  possess  distinct  curative 
properties  in  certain  forms  of  tuberculosis — has  assumed  great  economic  importance  on 
account  of  its  value  as  a  diagnostic  agent  in  bovine  tuberculosis.  For  it  is  found  that 
if  administered  subcutaneously  in  small  quantity  to  cattle,  a  definite  and  marked  tem- 
perature reaction  follows  in  tuberculous  animals,  while  those  which  are  sound  are  un- 
affected. The  existence  of  even  very  slight  lesions  may  be  detected  in  this  wray.  In 
man  also  tuberculin  has  proved  of  value  in  cases  in  which  the  efforts  to  establish  a 
diagnosis  by  the  usual  method  have  proved  futile. 

Action  of  Dead  Tubekclk  Bacilli. 

It  has  been  found  that  tubercle  bacilli  which  have  been  killed  by 
boiling  or  otherwise,  when  introduced  into  the  body  of  the  rabbit  either 
beneath  the  skin,  or  into  the  serous  cavities,  or  into  the  blood-vessels  and 
15 
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ful  whether  the  tubercle  bacillus  furnishes  a  direct  formative  stimulus,  or  whether  such 
is  furnished  by  damaged  cells,  or  whether  the  cell  proliferation  ma)'  not  be  an  expression 
of  reparative  activity  in  the  presence  of  damaged  tissue  made  possible  by  disturbed 
organic  control,  see  page  273.  In  any  event  the  new  tissue  which  forms  under  the  in- 
fluence of  the  tubercle  bacillus  apparently  owes  its  morphological  as  well  as  biological 
characteristics  to  impulses  toward  tissue  formation  which  are  exerted  in  the  presence  of 
agencies — doubtless  poisons — restraining  within  narrow  bounds  the  new  connective- 
tissue  growth,  no  matter  how  extensive  or  persistent  this  may  be,  and  tending  con- 
stantly to  its  destruction. 

It  is  interesting  in  this  connection  to  note  that  when  lesions  in  many  respects  simi- 
lar to  those  of  the  ordinary  tuberculosis  are  induced  experimentally  in  animals  with 
dead  tubercle  bacilli  (see  above),  the  poisonous  substances  leading  to  necrosis  are  not 
produced  continually  and  for  indefinite  periods,  as  is  the  case  in  infection  with  living 
bacilli,  but  are  soon  exhausted,  so  that  after  a  certain  amount  of  initial  necrosis  the  new 
tissues  go  on  to  develop  in  the  usual  reparative  way,  blood-vessels  are  formed,  and  heal- 
ing by  a  cicatrix  under  favorable  conditions  regularly  takes  place.  It  is  probable  that 
effective  healing  in  tuberculosis  in  man  takes  place  only  after  the  local  production  of 
destructive  poison  ceases  through  the  death  or  diminished  virulence  of  the  tubercle 
bacilli  present. 

The  Number  of  Tubercle  Bacilli  in  Lesions. 

The  number  of  bacilli  which  are  present  in  the  lesions  of  tuberculosis 
is  subject  to  great  variation.  They  are  usually  abundant  in  the  walls 
and  contents  of  phthisical  cavities,  and  in  tubercle  tissue  which  is  under- 
going cheesy  degeneration  and  disintegration.  In  these  situations  they 
may  be  found  in  myriads,  forming  sometimes  a  large  part  of  the  disin- 
tegrated mass.  They  are  found  in  cells  and  scattered  among  them. 
Sometimes  they  are  present  in  considerable  numbers  in  the  giant  cells  of 
miliary  tubercles.  In  the  acute  general  tuberculosis  of  children  they 
are  often  present  in  large  numbers,  particularly  in  the  lungs  (Fig.  115). 
They  may  be  found  in  tuberculous  inflammation  in  any  part  of  the  body, 
and  have  been  seen  in  the  blood.  The  bacilli  are  almost  constantly  dis- 
charged in  the  sputa  of  patients  suffering  from  pulmonary  tuberculosis, 
often  in  enormous  numbers — from  one  to  four  billion  in  twenty -four  hours, 
according  to  Nuttall's  estimate — and  their  presence  sometimes  affords 
valuable  diagnostic  aid  in  early  stages  of  obscure  forms  of  the  disease. 

Under  a  variety  of  conditions,  especially  in  the  older  tuberculous 
lesions,  the  bacilli  may  not  be  demonstrable.  This  apparent  occasional 
absence  of  the  bacilli  is  probably  due  either  to  their  disappearance  as 
the  process  grows  older,  or  to  some  unknown  changes  which  interfere 
with  the  ordinary  staining  procedures. 

Frequency  of  Tuberculosis  in  Man  and  the   Lower   Animals. 

Tuberculosis  is  a  very  common  disease  not  only  of  man1  but  also  of 
many  of  the  lower  animals,3  especially  of  cattle,  and  inasmuch  as  the 

1  Carefully  prepared  statistics  show  that  tuberculous  lesions  are  present  in  the  bod v 
in  more  than  ninety  per  cent  of  the  cases  examined  at  autopsies.  See  for  a  thorough 
and  suggestive  analysis  of  five  hundred  autopsies  Xaegeli,  Virchow's  Archiv,  Bd.  clx., 
p.  426,  1900. 

*  For  bibliography  of  animal  tuberculosis  see  Eber,  Lubarsch  and  Ostertag's  "  Ergeb- 
nisse,"  Jahrg.  iv.  for  1897,  p.  859. 
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Victims  of  this  disease,  both  men  and  animals,  are  apt,  as  stated  above, 
to  throw  off  enormous  numbers  of  the  bacilli  in  the  sputum  and  other 
excreta,  the  germ  is  widely  dispersed  in  inhabited  regions,  especially  in 
buildings  frequented  by  uncleanly  tuberculous  persons  or  by  infected 
cattle. 

Among  the  lower  animals,  guinea-pigs,  rabbits,  monkeys  in  confine- 
ment, and  cattle  are  particularly  susceptible  to  the  action  of  the  tubercle 
bacillus.  Although  tuberculosis  is  widespread  in  man,  he  is  not,  as  com- 
pared with  some  of  the  lower  animals,  particularly  susceptible.  While 
the  tuberculous  process  presents  some  special  differences  in  different 
animal  species  in  rate  of  development,  amount  of  necrosis,  tendency  to 
softening,  calcification,  etc.,  the  fundamental  effects  are  similar  in  man 
and  in  the  lower  animals. 

Sources    of    the   Tubercle    Bacilli,    Portals  of   Extry,    and 

Distribution  of  Lesions. 

There  is  no  doubt  that  the  bacilli  may  be  introduced  into  the  alimen- 
tary canal  bv  the  contaminated  milk  and  the  meat  of  tuberculous  cattle. 
They  may  be  transmitted  from  the  sick  to  the  well  by  means  of  the  spu- 
tum, which  is  allowed  to  dry  and  becomes  pulverized  and  which  is  inhaled 
as  dust,  and  this,  under  the  ordinary  conditions  of  modern  life,  is  the 
chief  means  of  infection. 

Whether  the  tubercle  bacillus  can  enter  the  tissues  of  the  body 
through  intact  mucous  membranes,  or  whether  a  lesion,  however  minute, 
is  a  necessary  condition  is  not  yet  fully  determined.  Many  observations 
on  the  occurrence  of  tul>creulous  bronchial  lymph-nodes  in  j>ersons  ex- 
hibiting no  appreciable  tul>erculous  lesions  elsewhere  would  indicate  the 
probability  of  access  of  the  bacilli  to  the  lymph  channels  without  pri- 
mary lesion  at  the  portal  of  entry.  A  considerable  i>ercentage  of  ]>ersons 
dying  from  other  diseases  have  been  found  to  have  tuberculous  lesions 
often  healed  in  the  lungs  or  bronchial  lymph  nodes.'  In  adults  the 
lungs,  in  children  the  bronchial  lymph-nodes  are  the  most  frequent  seat 
of  tuberculous  lesion.2 

Concurrent  Infection  in  Tuberculosis. 

A  concurrent  infection  with  the  tubercle  bacillus  and  the  pyogenic 
micro-organisms  is  of  extreme  significance  in  that  phase  of  tul>erculous 
inflammation  of  the  lungs  commonly  called  phthisis.'  While  the  so- 
called  cold  abscesses  mav  l>e  caused  bv  the  tul>ercle  bacillus  alone,  this 
germ  is  not  infrequently  found  under  these  conditions  to  l>e  associated 
with  other  pyogenic  micro-organisms,  es]>ecially  the  streptococcus  and 
staphylococcus. 

1  See  reference  Naegeli.  p.  2*27. 

*  See  reference.  Xorthrup  and  Thtrairil.  p.  448.  For  a  study  of  the*  distribution  and 
origin  of  tuberculosis  in  children  see  Uuthrie,  Lancet.  February  4th.  ISM),  p.  2H«. 

8 Set*  Sjttrigfer.  Zeitschr.  f.  Hygiene,  etc.,  Bd.  xviii.,  p.  34*2.  1S94.  bibliography.  See 
reference  to  l*rnd<lfH.  p.  478. 
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Bacteria  Resembling  the  Tubercle  Bacillus. 

The  Smegma  Bacillus. — This  organism  is  often  present  and  sometimes  in  large 
numbers  in  the  preputial  smegma  and  elsewhere  about  the  external  genitals.  It  so 
closely  resembles  the  tubercle  bacillus  in  size,  shape,  and  staining  reactions  that  it  is 
liable  by  morphological  examinations  alone  to  be  mistaken  for  it.  It  has  been  cultivated 
on  artificial  media  and  is  not  pathogenic.  The  smegma  bacillus,  although  when  treated 
by  the  method  above  recommended  for  staining  the  tubercle  bacillus  resists  the  decolor- 
izing action  of  the  acid,  is  nevertheless  usually  decolorized  by  alcohol ;  in  this  respect 
differing  from  either  the  tubercle  bacillus  or  the  leprosy  bacillus.  But  this  color  reac- 
tion is  not  certain ;  individual  bacilli  not  infrequently  remain  unstained.  Various  spe- 
cial methods  for  differentiation  have  been  suggested,  but  none  of  them  is  wholly 
satisfactory.1  In  doubtful  cases,  therefore,  and  especially  wThen  serious  operative  pro- 
cedures are  dependent  upon  the  bacterial  diagnosis,  recourse  should  be  had  to  animal 
inoculations. 

The  "  Hay  Bacillus.  " — This  is  another  bacillus  resembing  the  tubercle  and  smegma 
bacilli  in  form  and  staining  peculiarities,  recently  described  by  Moeller.  It  is  called 
the  "hay  bacillus"  or  "grass  bacillus"  because  of  its  common  occurrence  upon  grass 
heads  in  the  fields.  This  organism  is  not  pathogenic,  is  readily  cultivated,  and  is  chiefly 
of  interest  because  it  completes  another  illustration  of  bacterial  groups  of  apparently 
related  organisms,  some  of  which  are  harmless  saprophytes,  others  strictly  and  signifi- 
cantly parasitic. 

Lupus  and  Other  Forms  of  Tuberculosis  of  the  Skin. 

Local  tuberculous  inflammation  of  the  skin  may  occur  in  the  form  of  small  nodules 
or  wart-like  thickenings,  as  the  result  of  accidental  inoculation.  Local  skin  infection 
may  occur  about  the  orifices  of  the  body  in  tuberculous  persons  from  contact  with  secre- 
tions or  excretions  containing  the  tubercle  bacilli,  or  about  sinuses  leading  to  tubercu- 
lous abscesses,  joints,  etc.,  or  in  the  vicinity  of  tuberculous  lymph-nodes. 

A  chronic  form  of  tuberculous  inflammation  which  presents  special  clinical  features 
has  long  been  known  under  the  name  of  lupus. 

Lupu*. — This  form  of  inflammation  most  frequently  occurs  in  the  skin  of  the  face, 
but  also  in  the  mucous  membrane  of  the  mouth,  pharynx,  conjunctiva,  vulva,  and 
vagina.  The  lesion  consists  of  small,  multiple  nodules  of  new-formed  tissue,  in  the  cutis 
or  mucosa  and  submucosa.  By  the  formation  of  new  nodules  and  a  more  diffuse  cellu- 
lar infiltration  of  the  tissue  between  them,  the  lesion  tends  to  spread,  and  by  the  conflu- 
ence of  the  infiltrated  portions  a  dense  and  more  or  less  extensive  area  of  nodular  in- 
filtration may  be  formed.  There  may  be  an  excessive  production  and  exfoliation  of 
epidermis  over  the  infiltrated  area,  or  an  ulceration  of  the  new  tissue. 

Microscopical  examination  shows  the  lesion  to  consist  of  small  spheroidal  cells  in- 
termingled with  variable  numbers  of  larger,  polyhedral  cells  and  cell  masses,  and  in 
many  cases  giant  cells  (Fig.  120).  In  some  cases  a  well-marked  reticulum  is  present 
between  the  new  cells,  and  these  are  often  grouped  in  masses  around  the  blood-vessels. 
In  some  cases  there  is,  without  previous  ulceration,  a  formation  of  new  connective  tis- 
sue in  the  diseased  area,  and  a  well-marked  cicatrization;  in  other  cases  the  cells  and 
intercellular  substance  undergo  a  disintegration  wThich  leads  to  ulceration.  Tubercle 
bacilli  in  small  numbers  may  be  found  in  these  lesions.  In  the  clinical  group  of  diseases 
called  lupus  there  are  other  forms  of  lesion  which  are  not  incited  by  the  tubercle 
bacillus. 

Bibliography  of  Tuberculosis. 

The  announcement  of  the  discovery  of  the  bacillus  tuberculosis  by  Koch  was  made 
in  the  Berliner  klin.  Wochenschrift,  1882,  No.  15.     A  most  elaborate  and  valuable  article 

1  Critical  review,  with  bibliography,  Dahms,  Journal  American  Medical  Association, 
vol.  xxxiv.,  pp.  983  and  1045,  1900. 

Consult  also  Catcie,  Jour.  Exp.  Med.,  vol.  v.,  p.  205,  1900. 
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on  tin-  same  subject  by  Koch  is  contained  in  the  "  Mittheilungen  aus  dem  Kaiscrlichen 
Qesiindhcitsamle,"  vol.  ii. 

The  abundant  literature  on  the  subject  r>f  the  tubercle  bacillus  which  has  accumu- 
lated since  1882  is  for  the  most  part  scattered  through  the  German,  English,  ami  French 
Journals. 

An  excellent  critical  resume  of  tiie  subject  by  1st  rtignu,  with  selected  bibliography. 
may  be  found  in  the  "Twentieth  Century  Practice,"  vol.  xx. 
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In  the  large  work  of  Nfmna,  "La  Tuberculose,"  1896,  tin:  experimental  aspects  of 
the  subject  are  fnllj  considered. 

In  the  work  of  tin-tut,  "Die  Tuberculose."  1890.  together  with  the  general  and 
clinical  consideration  of  the  disease,  the  modes  of  infection  and  prophylaxis  are  set 
forth,  with  bibliography. 

LEPRA   (LEPBOBY). 

Leprosy  is  characterized  by  the  development  of  nodular  mid  soiue- 
tinies  diffuse  masses  of  tissue,  consist  inn  of  latter  and  Binitller  cells  of 
various  shapes — spheroidal,  fusiform,  and  branched,  with  a  fibrous 
stroma — the  whole  somewhat  resembling  granulation  tissue.  The  new 
tissue  is  most  frequently  funned  in  exposed  pails  of  the  skin,  as  the 
face,  hands,  and  feet,  but  it  may  occur  in  the  skin  of  any  part  of 
the  body.  It  is  formed  more  rarely  in  the  subcutaneous  connective  tis- 
sue, in  iutrafasciculur  connective  tissue  of  nerves,  in  the  viscera,  and  in 
the  mucous  membranes.  The  mucous  membranes  most  frequently  af- 
fected are  those  of  the  eye,  uose,  mouth,  and  larynx.     The  nodules  may 
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be  very  small  or  as  large  as  a  walnut,  and  may  be  single  or  joined  to- 
gether in  groups  or  masses.  The  tissue  of  the  part  in  which  the  new 
formation  occurs  may  be  atrophied  and  replaced  by,  or  may  remain  in- 
termingled with,  the  leprous  tissue,  or  it  may  be  hyperplastic.  The 
nodules  may  persist  for  a  long  time  without  undergoing  any  apparent 
change,  or  they  may  soften  and  break  down,  forming  ulcers;  but  ulcer- 
ation, except  in  the  mucous  membranes,  is  said  usually  to  occur  as  the 
result  of  injury  or  unusual  exposure.  The  leprous  tissue  may  change 
without  ulceration  into  cicatricial  tissue,  or  cicatrization  may  follow 
ulceration. 

Various  secondary  lesions  and  disturbances  of  nerve  function  are 
associated  with  the  formation  of  leprous  tissue  in  the  nerves  and  central 
nervous  system,  but  these  we  cannot  consider  here. 

In  all  the  primary  lesions  of  leprosy,  bacilli  are  said  to  be  present, 
mostly  in  the  cells,  and  particularly  in  the  larger  transparent  spheroidal 
forms,  but  sometimes  free  in  the  intercellular  substance.  The  bacilli 
have  been  found  in  the  skin,  mucous  membrane  of  the  mouth  and 
larynx,  in  peripheral  nerves,  in  the  cornea,  in  cartilage,  in  the  testicles, 
and  in  lymph-nodes.  Sometimes  the  cells  contain  but  few  bacilli,  but 
they  are  frequently  crowded  with  them. 


Characters  of  the  Lepra  Bacilli. 

The  bacilli  are  from  4  to  6  //  long  and  very  slender.  They  are  sometimes  pointed 
at  the  ends  and  sometimes  present  spheroidal  swellings  (Fig.  121).  In  their  comport- 
ment toward  staining  agents,  as  well  as  in  general  morphological  characters,  they 
considerably  resemble  the  Bacillus  tuber- 


culosis, but  they  are  more  readily  stained. 
They  may  be  stained  with  fuchsin  or 
gentian  violet  by  the  ordinary  method, 
or  by  the  method  employed  for  staining 
the  tubercle  bacillus  (see  page  223). 

Various  reports  of  success  in  the  arti- 
ficial cultivation  of  the  lepra  bacillus  have 
not  yet  received  the  seal  of  experimental 
confirmation. 

The  lepra  bacillus  may  be  conveyed 
from  man  to  man  by  direct  inoculation; 
but  under  proper  sanitary  conditions  the 
disease  is  rarely  initiated  in  this  way.  In 
a  few  cases  animal  inoculations  have  been 
made  with  what  appear  to  be  positive 
results.' 
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Fro.  121.— The  Bacilli  of  Leprosy. 

From  a  nodule  in  the  skin,  showing  the  bacilli  free 
and  within  cells. 


The  structure  of  the  new  tissue  growth,  the  absence  of  coagulation 
necrosis,  and  the  peculiar  grouping  of  the  bacilli  in  the  large  transparent 
cells  are  characters  which  usually  clearly  distinguish  the  lesions  caused 
by  the  leprosy  bacillus  from  those  of  tuberculosis. 

Leprosy  is  common  in  India  and  in  other  hot  countries.  Tt  is  infre- 
quent in  America,  but  in  the  Gulf  States,  in  Mexico,  among  the  Norwe- 

1  For  full  bibliography  of  leprosy  consult  Morrow,  "Twentieth  Century  Practice," 
vol.  xviii. 
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gians  in  the  Northwest,  mid  in  the  eastern  British  provinces  a  considerable 
number  of  cases  are  grouped.  Isolated  cases  are,  however,  encountered 
now  and  then  in  various  parts  of  the  United  States. 


11  TISUCK  IN  STPKIMTIC  l.vriiX- 


STPHIL1S. 

The  characteristic  lesions  of  syphilis  consist  in  a  more  or  less  circum- 
scribed formation  of  new  tissue.  This  may  be  made  up  largely  of  small 
spheroidal  cells  or  of  these  with  polyhedral  cells  (Fig.  122),  and  of  occa- 
sional giant  cells.  The  new  tissue,  which  may  be  diffuse  or  in  more  or 
less  clearly  circumscribed  masses,  contains,  as  a  rule,  few  blood-vessels, 
and  is  prone  to  undergo  coagu- 
lation necrosis.  This  tendency 
is  most  pronounced  in  the  cir 
cu inscribed  masses. 

The  endothelial  cells  of  the 
blood-vessels  in  and  near  the 
inflammatory  foci  in  this  form 
of  inflammation  are  not  infre- 
quently swollen  and  may  pro- 
liferate (Figs.  122  and  12.%  B). 
The  vessels  may  otherwise  un- 
dergo extensive  changes. 

In  the  primary  lesion,  which 
is  culled  chancre,  there  may  lx> 
obliterating  endarteritis,  a 
small  spheroidal -cell  infiltra- 
tion of  the  connective  tissue, 
proliferation  of  connective-tissue  cells,  especially  near  the  blood-vessels 
(Fig.  124),  swelling  of  the  vascular  endothelium,  and  an  occasional  de- 
velopment of  giant  cells.  This  new  tissue  may  l>econic  fibrous  or  ne- 
crotic and  may  ulcerate. 

Following  the  primary  lesion  there  may  be  inflammation  of  the  lymph 
nodes,  of  the  skin  and  mucous  membranes,  of  the  bones  and  viscera. 

One  of  the  most  characteristic  phases  of  the  secondary  inflammations 
of  syphilis  results  in  the  formation  in  the  periosteum  or  the  viscera  of 
masses  of  new  tissue  called  gummttta. 

The  smaller  guinmata  consist  of  a  mass  of  small  spheroidal  and  epi- 
thelioid cells  (see  Fig.  125).  Ah  these  cell  masses  grow  larger  they  are 
apt  to  become  necrotic  and  caseous  at  the  centre,  and  we  may  then  have, 
as  seen  by  the  naked  eye,  a  grayish -white,  usually  firm  mass,  with  a  more 
or  less  dense  and  irregular  granular  centre  and  a  translucent,  often 
radially  striated  border  of  dense  fibrous  tissue  (see  Fig.  126). 

A  bacillus  closely  resembling  the  tuliercle  bacillus  in  form  and  size 
has  been  described  by  Lustgarten  and  others  as  occurring  in  small  num- 
bers in  the  lesions  of  syphilis.  It  appears  not  to  be  constantly  present, 
however;  a  distinctly  characteristic  mode  of  staining  is  not  known,  and 
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it  has  never  been  cultivated  on  artificial  media;  so  that  the  evidence  that 
this  bacillus  is  the  excitaut  of  syphilitic  inflammation  is  not  convincing. 
Several  other  organisms  have  been  described  as  occurring  in  syphilitic 
lesions,  but  iu  no  case  has  satisfactory  evidence  of  their  significance  as 
excitants  of  the  disease  been  furnished. 

The  nodular  lesions  of  syphilis  are  in  many  respects  structurally 
similar  to  those  of  tuberculosis,  so  that  it  is  sometimes  difficult  to  distin- 
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A.  OSdematous  papilla;  B.  swollen  i 
ihe  submucous  connwtlur  IIsbup  :  D,  puj 

guish  them  on  mophological  examination  alone.  But  the  greater  variety 
in  the  developmental  stages  of  the  tuberculous  foci  which  may  be  found  in 
a  single  individual;  the  grouping  of  the  lesions  in  a  manner  indicative  of 
local  infections,  and  in  the  last  resort  the  demonstration  of  the  presence 
of  the  tubercle  bacillus,  will  usually  suffice  to  distinguish  the  tuberculous 
from  the  syphilitic  lesion,  even  without  recourse  to  the  clinical  history.' 

For  further  details  regarding  syphilitic  lesions  of  the  viscera  see  Part 
III. 

1  For  critical  summary  of  syphilis  with  recent  bibliography  sec  Lang  inn!  I'llmann 
in  Lubarach  and  Ostertag's  "  Ercehnisse, "  Jahrg.  v.  for  1888,  p.  481. 

For  a  study  of  blood-vessel  changes  in  syphilis  with  bibliography  act-  Abramottr, 
Ziegler's  BcitrOge,  Bd.  xxvi,.  p.  202. 
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Rhiiioscloroma. 


This  disease,  which  occurs  especially  in  eastern  Europe  and  occasionally  in  other 
parts  of  the  world,  is  a  chronic  inflammation  of  the  nasal,  pharyngeal,  and  laryngeal 
mucous  membrane.  In  this  inflammation  a  diffuse  or  nodular  formation  of  new  tissue, 
somewhat  resembling  granulation  tissue,  occurs,  which  tends  to  assume  a  dense  cicatri- 
cial character. 

Constantly  associated,  it  Is  said,  with  this  lesion  is  a  bacillus  called  Bacillu»  rhino 
ttUromatit,  This  bacillus  in  most  of  its  morphological  and  biological  characters  closely 
resembles  the  pneumobacillus  of  Friedlfinder,  growing  readily  on  the  common  culture 
media  and  developing  a  capsule,  and  it  may  he  identical  with  it. 

The  relationship  of  this  bacillus  to  the  lesions  of  rhinoscleroma  does  not  appear  to 
be  as  yet  definitely  established,  since  inoculations  in  men  and  animals  have  not  given 
positive  results. 

DIPHTHERIA. 

Diphtheria  is  an  acute  infectious  disease  incited  by  the  Bacillus  diph- 
theria (Loftier),  and  usually  characterized  by  a  pseudo-membranous  in- 
flammation on  some  of  the  mucous  membra  ties  or  occasionally  on  the 
surface  of  wounds,  and  by  immediate  or  remote  effects  of  absorbed  toxic 
substances.  The  mucous  membranes  which  are  the  most  frequently 
affected  in  diphtheria  are  those  of  the  tonsils,  pharynx,  soft  palate, 
nares,  larynx  and  trachea;  less  frequently  those  of  the  mouth,  gums, 
conjunctiva,  oesophagus,  and  stomach. 

Morphology  of  the  Lesions. 
The  local  lesions  in  mucous  membranes  may  present  various  phases, 
which  represent  clinical  types  of  the  disease.     Thus  there  may  be  a  sim- 
ple redness  of  the  affected  surfaces  which  leaves  no  trace  after  death,  or 
there  may  be  a  simple  catarrhal  inflamma- 
tion.     On   the   other   hand,   in    the   more       ^Sffif^fc?  '  ..*'. .  V. 
marked  forms  of  the  lesion  there  maybe  a       ;  ^-i;"**  •*>    )     ,       ;-r  '■"' 
fibrinous  exudate  which  infiltrates  the  inn-      "   ^---"~."i  -        ;,      ^*;,-' 
cous  membrane,   or,   intermingled  with  pus      -„  \  *■-*-  '_■     ,  v'v.X1-  ■  S'^ 
cells,  epithelial  cells,  red  blood  cells,  bacteria,      3fc.-.V"-,    "'•'"'  •  <•■  '\'^' .  ' 
and  granular  material,  forms  a  thick  or  thin      JgHGH^S.*  '^-  jSV V 
pellicle  on  the  affected  surfaces  (see  Fig.  94,      *'V'f -.\t;V'$£i  ■*' 
p.  186).    This  pellicle  may  undergo  coagula- 
tion necrosis  (Fig.  127),  and  hand-in-hand 
with  this  there  may  be  superficial  or  deep 
necrosis  of   the   mucous  membrane.      The 
false  membrane  in  diphtheria  is  thus  formed 
by  a  combination  of  inflammatory  products 

and  necrotic  tissue,  the  extent  of  the  necrosis  and  the  amount  of  inflam- 
matory products  varying  in  different  cases.  The  membrane  may  disin- 
tegrate or  exfoliate,  with  or  without  loss  of  tissue  in  the  underlying  mu- 
cous membrane.  Phlegmon,  abscess,  and  oedema  are  liable  to  occur  as 
local  complications. 
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Adjacent  and  distant  lymph-nodes  are  apt  to  be  swollen,  and  often 
show,  on  microscopical  examination,  endothelial -eel  I  hyperplasia  with 
small  foci  of  cell  necrosis  and  disintegration.'  Similar  foci  of  cell 
hyperplasia  with  necrosis  with  small  spheroidal-cell  accumulation  and 
fatty  degeneration  may  be  found  in  the  kidney,  spleeu,  and  liver.  Al- 
buminous degeneration  in  the  kidney  and  acute  nephritis  are  not  infre- 
quent. Small  hemorrhagic  foci  may  be  present  in  the  liver  and  kidneys. 
Degeneration  of  the  heart  muscle  may  occur.'  The  exact  nature  of  the 
nerve  lesions  which  may  be  associated  with  the  late  paralyses  of  diph- 
theria is  not  yet  clear,  but  degeneration  of  the  peripheral  nerves  and 
chroinatolysis  of  the  gangliou  cells  occur,  indicating  the  action  of  an 
absorbed  toxic  substance  in  the  body  fluids.  Leucocytosis  may  be  pres- 
ent. 

Catarrhal  bronchitis  and  broncho- pneumonia  or  simple  lobular  pneu- 
monia frequently  complicate  diphtheritic  lesions  of  the  upper  air  pas- 
sages and  fauces. 

Bacteriology  of  the  Disease. 

Although  bacteria  of  various  forms  are  commonly  present  in  the  false 
membrane,  aud  some  of  them  penetrate  deeply  into  the  underlying  lis- 
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Fig.  ]».— DirHTHtunc  Ikflamnatio*  of  tux  Tonsil. 
ShuwitiiT  Lfifflfr's  bacilli  In  tbt>  pseudo-membrane. 

sne,  the  primary  and  specific  excitant  of  this  disease  is  the  Bacillus  diph- 
theria? of  Loftier. 

In  man  the  diphtheria  bacilli  are  largely  confined  to  the  seat  of  local 
lesion,  and  sometimes  occur  here  in  enormous  numbers,  especially  in  the 

'Consult  WiurhietriUeli.  Virch.  Archiv,  EM.  clix.,  n  137,  1900. 

1  Fur  studies  of  t  tit-  lesions  at  the  myocardium  Id  diphtheria  consult  Stngliim,  Vir- 
chow's  Arch.,  lid.  rxlvi.,  p.  115,  1«96;  also  Tiimmu  anil  Hibbtint,  Reports  of  Boston 
C'itv  Hospital.  WOO.  p.  204.  bibl. ;  for  a  study  of  nerve  lesions  with  liibl.  see  Button. 
Pediatrics,  vol.  vii..  p.  97.  1899;  also  Ruing,  Jour.  Path,  ami  Baet.,  vol.  vi..  p.  4*1. 
1900.  For  a  comprehensive  study  of  the  bacteriology  and  pathology  of  two  hundred 
and  twenty  fatal  rases  of  diphtheria  aw  Oomm'ImtiH.  M<ill»ry,  mitt  Ftarrt,  Jour  Boston 
8oe.  Med.  Science,  vol.  v.,  p.  139,  1900. 
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older  layers  of  the  pseudo-nieinbrane  (see  Fig.  128).  But  they  may 
become  widely  distributed  through  the  body.  This  appears  to  be  espe- 
cially the  case  when  the  pyogenic  cocci  are  associated  with  the  diphtheria 
bacillus  at  the  seat  of  local  lesion.  The  systemic  effects  in  diphtheria 
appear  to  be  largely  due  to  the  absorption  into  the  body  of  toxic  material 
elaborated  locally  by  the  germs.  Septicemia  or  acute  visceral  inflam- 
mations, particularly  of  the  kidney,  may  occur  without  evidence  of  an 
external  local  lesion  or  of  the  portal  of  entry  of  the  bacillus.1 

Concurrent  Infections. 

The  very  frequent  association  of  the  pyogenic  cocci  and  other  bacteria 
with  the  diphtheria  bacillus  gives  rise  to  a  series  of  changes  which  make 
the  clinical  picture  and  the  lesions  of  diphtheria  sometimes  very  com- 
plex. Thus  the  complicating  bronchitis  and  broncho -pneumonia,  as  well 
as  pyemic  symptoms  and  lesions,  may  be  due  to  the  diphtheria  bacillus 
alone.  But  these  secondary  lesions  may  be  due  to  the  presence  in  the 
jiseudo-meinbrauc,  and  the  entrance  into  the  deeper  air  passages  and  the 
blood,  of  Streptococcus  pyogenes,  Staphylococcus  pyogenes,  Diplococcus 
laneeolatus,  Bacillus  coli  communis,  and  other  bacteria,  or  of  these  to- 
gether with  the  diphtheria  bacillus.' 

Characters  of  the  Diphtheria  Bacillus. 

This  organism,  first  described  and  definitely  associated  with  this  disease  hy  LBffler, 
is  a  slender  rod,  in  general  about  3/i  long, but  sometimes  shorterand  sometimes  growing 
Into  threads.  It  occasionally  grows  in  branching  forms,'  and  is  characterized  morpho- 
logically by  marked  irregularities  in  its  form  (Fig.  129). 
While  the  typical  form  is  that  of  a  round -ended,  straight, 
or  slightly  curved  bacillus,  it  is  very  apt — perhaps  as  a 
result  of  degeneration — to  appear  club-shaped  or  pointed 
at  the  ends,  irregularly  segmented,  and  to  develop  at  Ibe 
ends  or  elsewhere  a  strongly  refractile  material  which 
stains  more  deeply  than  the  rest  of  the  protoplasm. 

The  diphtheria  bacillus  is  immobile,  asporogenous, 
grows  best  al  blood  heat,  and  thrives  on  most  of  the  arti-       m    m  _  BiC|LLCS  rjieHrat 
fitful  culture  media.     In  fluids  it  may  he  killed  by  an  ex-  '        ,„  t 

posure  of  ten  minutes  to  a  temperature  of  58°  C. ;  but  it        n ,  _  ,   _t 

may  remain  alive  for  weeks,  or  even  months,  in  fragments 
of  dried  membrane.  It  may  be  stained  with  Lather's  al- 
kaline methylene -blue  solution  or  by  Gram's  method.  ana  sine  snctraioraiiun. 

The  diphtheria  bacillus  is  subject  to  extreme  varia- 
tions in  virulence,  forms  occurring  which  with  all  the  usual  cultural  characteristics  are 
not  in  the  slightest  degree  virulent. 

1  For  a  retiime  and  bibliography  of  studies  relating  to  diphtheritic  septicaemia  see 
Broim  mid  Thiry,  Gazette  lies  HopitaUX,  May  3d,  4th,  and  9th,  1899. 

1  For  a  study  of  the  presence  and  action  of  the  diphtheria  bacilli  in  the  lungs  see 
Firmer  and  Anderson,  Johns  Hopkins  Hospital  Bulletin,  vol.  ix.,  p.  72,  1898. 

For  a  summary  of  the  association  of  diphtheria  and  tuberculosis  see  Council  man, 
Military,  and  Peiirer,  reference  above. 

1  The  branching  forms  which  are  occasionally  observed  in  the  diphtheria  as  well  as 
In  the  tubercle  bacillus,  together  with  certain  other  elmnielei-s,  have  led  some  observers 
to  Ihe  belief  that  these  organisms  arc  related  to  streptothrix  and  to  the  moulds  rather 
than  to  the  bacteria.  But.  for  the  present  at  least,  it  seems  wiser  to  consider  it  in  its 
more  generally  acknowledged  relationships. 
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Action  of  the  Bacillus  in  Animals. 

Inoculations  of  virulent  cultures  subcutaneously  in  guinea-pigs  are  followed  by  a 
localized  hemorrhagic  crdeina  with  a  variable  amount  of  whitish  exudate.  Death  usu- 
ally occurs  iu  from  two  to  five  days.  In  addition  to  the  local  lesions  there  may  be— but 
this  is  not  constant — swelling  of  the  adjacent  and  of  the  abdominal  lymph-nodes,  serous 
effusions  into  the  pericardial,  pleural,  and  peritoneal  sacs;  swollen  spleen,  albuminous 
and  fatty  degeneration  in  the  liver,  kidney,  and  heart  muscles ;  congestion  and  some- 
times hemorrhage  of  the  suprarenal s.  Microscopical  examination  shows,  in  a  consider- 
able proportion  of  cases,  fragmentation  of  nuclei  and  other  evidences  of  cell  death  at 
the  seat  of  inoculation  and  in  the  viscera,  as  well  as  chromatolysis  of  ganglion  cells  in 
the  anterior  horn.  Animals  which  survive  the  inoculations  may  later  develop  paraly- 
sis, and  a  similar  result  may  follow  the  injection  into  rabbits  of  culture  fluids.  The 
bacilli  do  not  usually  gain  access  to  the  body  at  large,  but  may  be  found  at  the  seat  of 
inoculations.  Inoculation  into  the  mucous  membranes  of  rabbits,  pigeons,  and  certain 
other  animals  may  result  in  the  development  of  a  pseudo-membrane  somewhat  resem- 
bling that  of  the  disease  in  man. 


Diphtheria  Toxin  and  Antitoxin. 

During  the  growth  of  the  diphtheria  bacillus  in  nutrient  broth  an 
albuminous  toxic  substance  is  developed  which  mingles  with  the  broth. 
This  is  called  diphtheria  toxin,  and  subcutaneous  injections  of  this  toxin 
in  animals — guinea-pigs,  for  example — proves  fatal,  in  appropriate  dos- 
age, with  symptoms  and  lesions  similar  to  those  caused  by  inoculation 
with  the  living  germ.  It  has  beeu  found  that  by  repeated  injections  of 
the  diphtheria  toxins  in  susceptible  animals,  at  first  with  small,  then  with 
gradually  increasing  doses,  the  animal  may  at  length  become  so  insuscep- 
tible to  the  action  of  the  poison  that  many  times  the  usually  fatal  dose  is 
borne  without  sensible  reaction.  Similar  immunity  can  be  conferred  in 
certain  animals  by  the  use  of  the  living  cultures  of  the  diphtheria  bacil- 
lus either  fully  virulent  or  with  reduced  virulence  (see  p.  170),  adminis- 
tered at  first  in  small  doses  which  are  gradually  increased. 

In  whichever  way  immunity  be  conferred,  it  has  been  found  that  the 
blood  of  the  artificially  immunized  animal  contains  a  substance,  or  sub- 
stances, called  diphtheria  antitoxin,  which,  on  being  introduced  with  the 
blood  serum  into  other  susceptible  animals,  may  not  only  confer  a 
quickly  established  immunity,  but,  without  destroying  the  diphtheria 
germ,  may  protect  against  its  toxic  effects  when  the  disease  is  already 
under  way.  Thus  through  the  artificial  immunization  of  horses  and 
the  hypodermatic  use  of  the  serum  of  their  blood  in  man  the  so-called 
"serum  therapy"  has  assumed  a  very  important  and  beneficent  r61e  in 
the  prevention  and  treatment  of  diphtheria.1 

1  For  further  details  regarding  methods  of  bacterial  diagnosis  in  diphtheria,  and  of 
the  manufaeture  and  tests  of  the  antitoxin,  consult  Htrk,  *  Bacteriology  in  Medicine  and 
Surgery. r  1K99.  It  is  important  from  the  prophylactic  stand  |x>int  to  rememher  that 
the  Bacillus  diphtheria;  may  remain  alive  in  the  mouth  of  the  human  subject  for  many 
weeks  after  recovery  from  the  local  lesions  of  the  disease,  and  also  that  healthy  persons 
when  the  disease  is  prevalent  may  harbor  the  virulent  bacilli  in  their  mouths. 
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Other  Bacteria  of  the  Diphtheria  Bacillus  Group. 

While  the  diphtheria  bacillus  varies  greatly  in  the  physiological  capacities  which 
determine  its  virulence,  its  general  morphological  and  cultural  characteristics  are  iairly 
constant.  There  are,  however,  non-virulent  bacilli  occurring  on  mucous  membranes 
under  normal  as  well  as  abnormal  conditions  which  considerably  resemble  this,  but 
which  differ  somewhat  in  both  morphological  and  biological  characters  from  the  true 
diphtheria  bacillus  and  its  variants.  8uch  organisms  have  been  called  pseudo-diphtheria 
bacilli.  These  non-virulent  forms  may  be  regarded  as  attenuated  varieties  of  the  diph- 
theria bacillus. 

The  so-called  Xerosis  bacillus,  which  has  been  repeatedly  found  in  xerosis  conjunc- 
tiva?, is  apparently  a  member  of  the  diphtheria  bacillus  group. 


TETANUS.    (Lockjaw.) 

This  disease,  which  is  especially  marked  clinically  by  muscular  spasm, 
is  due  to  infection  by  the  Bacillus  tetani.  This  organism  is  rather  wide- 
spread and  in  some  places  very  abundant,  occurring  with  other  germs  in 
the  soil,  especially  in  manured  soil,  and  gaining  entrance  to  the  body 
through  wounds,  which  are  often  very  slight.  The  soil  in  certain  regions 
appears  to  harbor  in  especial  abundance  the  tetanus  organism  or  its 
spores.  Thus  in  certain  districts  on  Long  Island  and  in  New  Jersey 
slight  injuries  are  frequently  followed  by  tetanus.  The  liability  to  in- 
fection from  the  spores  is  greatly  enhanced  by  their  association  with 
other  organisms  or  with  dirt,  splinters,  etc.,  in  the  wound. 

The  Lesions  of  the  Disease. 

The  local  lesion  in  tetanus  is  usually  slight  and  not  characteristic, 
often  consisting  only  in  a  slight  suppuration. 

The  morphology  of  the  lesions  of  the  nervous  system  to  the  existence 
of  which  the  symptoms  of  tetanus  so  directly  point  is  yet  obscure.  Over- 
filling of  the  blood-vessels,  cellular  exudate  into  the  perivascular  spaces, 
chromatolysis  of  the  ganglion  cells  of  the  spinal  cord  are  common.  The 
bacillus  remains  for  the  most  part  at  the  seat  of  local  lesion  and  induces 
its  effects  by  the  elaboration  of  a  most  intense  poison  or  toxin,  called 
tetano-toxin.  The  action  of  this  toxic  substance  appears  sometimes  to 
continue  in  the  body  after  the  death  of  the  organisms  which  have  elabor- 
ated it.  This  infectious  disease  affords  a  most  typical  example  of 
toxaemia. 

Characters  of  the  Bacillus  Tetani. 

It  is  rather  long,  slender,  and  motile,  often  growing  in  pairs  or  threads  and  prone 
to  develop  a  spore  in  one  end  (Fig.  130),  in  which  condition  the  bacillus  is  larger  at  this 
end,  being  club-  or  racKct-shaped.  It  is  readily  stained.  At  the  room  temperature  it 
grows  on  artificial  culture  media,  and  is  strictly  anaerobic,  flourishing  in  an  atmosphere 
of  hydrogen.  It  fluidifies  gelatin  after  sending  out  into  it  irregular-shaped,  ray -like 
outgrowths. 

The  spores  of  the  tetanus  bacillus  are  very  resistant  to  drying,  to  heat,  and  to  vari- 
ous chemical  disinfectants. 
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•"  hiuwr!j*nj>  vnaair  4vmpcomsi  followed  by  death  mar  be  inducts!  in  mire.  '.ruinca 
1UC»  uul  -*."ir,i:>  -v  +i;hrutanef>uA  mtjculatiofi  of  cultures.  Man  a&*i  thr  ht»rve  axe 
suurVft'.-;  ♦JL^^prihie-  r,,  <>raniK:  bird*  art-  a*  a  rule  insusceptible  If  thr-  rrtanus  hn 
nlliiM  v*  jT'.'vn.  :n  a.irrimt  brorh  at  bi«<od  beat  out  of  omtact  with  oxyicwi  the  t«>xin  b 
U>i+u\$0*n  ui»t  minzlf-1*  wirh  the  fluid.  This  toxin  when  frerd  fn*n  tiring  germs  is 
*a£*r.t»*  /  .miwiziz  the  4Tmptoms  of  the  disease.  Broth  culture*  may  after  some 
-****.*  *a~+  ■tri.-.ifwi  «wh  an  extreme  intensity  that  the  drieii  poisonous  material.  <ep- 
*r*iwi  fr^m  "he  ns#-rr  flnid*  and  partially  purified,  may  be  fatal  to  a  mouse  weighing  15 
rm  m  \  •****-  <><  *f  •jjMWOS  gm.  Estimating  according  to  the  relative  weights  of  the 
mh\++'A  *he  minunai  fatal  human  dose  would  be  about  O.00US3  gm.  Ta»  toxin  is  ren- 
der**! Inem  Sy  a  femj^rature  above  65   C.  and  by  light. 

Tetanus  Axtitoxix. 

By  procedure*  similar  to  those  described  in  diphtheria  immunization 
'p.  23*..  the  tetaoos  toxin  has  been  tLsed  to  secure  artificial  inimnnity  in 
dog*,  #oat*.  and  horses,  and  here  also  the  blood  serum  of  the  immunized 

animals  has  been  prepared  and  employed  in  man 
for  therapeutic  purposes  with  some  degree  of  suc- 
cess. The  theoretical  promise  of  the  tetanus  an- 
titoxin for  therapeutic  purposes  in  man  is.  how- 
ever, in  practice  rendered  in  large  measure  futile, 
because  the  existence  of  the  disease  is  not  recog- 
n«  iari -bacillm  TrTA5i.  sizable  until  the  toxaemia  is  sufficiently  marked  to 
Tr,«>u«>nur*:  .bowtn,^  PW*1«<*  the  nervous  symptoms,  at  which  time  an 
•h*i*<i  *t>a*  with  mm.  enormous  and  not  easily  determined  dosage  is  re- 
quired to  neutralize  or  counteract  the  effects  of 
the  already  elal>orated  poison.  Statistics  are  as  yet  too  meagre  to  jus- 
tify a  final  opinion  as  to  the  practical  value  of  serum  therapy  in 
tetanus,  but  it  appears  to  be  definitely  useful.1 

Diagnosis. 

For  purposes  of  diagnosis  it  may  be  necessary  to  inoculate  a  white 
mouse  at  the  base  of  the  tail  with  suspicious  material  at  the  same 
time  that  morphological  examination  and  anaerobic  cultures  are  made. 
Should  tetanus  develop  in  the  mouse  within  a  few  days  control  cultures 
may  lie  made  from  the  exudate  at  the  seat  of  inoculation. 

Other  Bacilli  of  the  Tetanus  Group. 

Several  baeterial  species  are  already  known  which  mav  be  classed  in  the  tetanus 
group.  While  varying  in  size,  these  bacilli  an*  in  general  rather  large;  spores  form  in 
their  thickened  ends;  they  are  facultative  anaerobes;  some  do,  others  do  not  fluidify 
gelatin,  and  they  retain  the  stain  by  Gram's  method.  They  are  mostly  saprophytes 
and  have  been  found  in  milk  and  milk  products,  in  excrement  and  sewage,  etc.  None 
an*  known  to  1m«  pathogenic  in  man.  The  most  noteworthy  among  these  is  Bticillu* 
/mtttto  trUutirn*,  Sanfelice,  which  in  morphology  and  growth  characters  resembles  the 
DacilhiH  tctani.  but  it  does  not  form  the  toxin. 

1  For  a  critical  rf*umr  of  tetanus  and  its  treatment  with  the  antitoxic  serum,  with 
bibliography,  sec  Mu*rhrtnritz%  Annals  of  Surgery,  vol.  xxxii.,  p.  219,  1900. 
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RELAPSING    FEVER.      (Typhus    Recurrens;    Famine    Fever;    Spirillum 

Fever;  Seven  Day  Fever.) 

The  lesions  which  may  be  present  in  this  disease  are  not  distinctive. 
It  is  characterized,  apart  from  symptoms,  by  the  presence  in  the  blood 
at  certain  periods  of  a  spiral  bacterium  discovered  by  Obermeier  in  1873. 

The  Lesions  of  the  Disease. 

There  may  be  albuminous  degeneration  in  the  viscera,  leucocytosis, 
catarrhal  or  croupous  inflammation  of  the  mucous  membranes  of  the  res- 
piratory and  digestive  organs,  ecchymoses  in  the  skin  and  in  the  mucous 
and  serous  membranes.  There  may  be  pneumonia  and  pleurisy,  degen- 
eration of  the  cardiac  muscle,  hyperplasia  of  the  mesenteric  lymph-nodes. 

The  Spleen  may  be  large  and  flabby,  this  change  being  so  extreme  that 
rupture  has  occurred  during  life ;  it  may  also  be  the  seat  of  infarctions, 
and  these  have  given  rise  to  peritonitis. 

Characters  of  the  Spirochete  Obermeieri. 

In  the  blood  of  all  parts  of  the  body  during  the  febrile  attacks  may  be  found,  in 
very  large  numbers,  a  long,  slender  spirillum  called  from  its  discoverer  $pir<jch(fte  Ober 
■meieri  (Fig.  131).  The  organisms  disappear  from  the  blood 
during  the  afebrile  intervals,  and  it  has  been  shown  that 
at  this  time  they  accumulate  in  the  spleen,  where  they  are 
destroyed  in  large  numbers,  apparently  through  the  action 
of  phagocytic  cells.  The  organism  is  from  14  to  40  //  in 
length,  and  performs  rapid,  undulating  movements. 

The  inoculation  of  healthy  men  and  of  mon- 
keys with  the  blood  of  relapsiug-fever  patients 
which  contains  the  bacteria,  induces  a  similar     F,G*  13l"s"ERI^!!iETK  °BER* 
disease.      Pure  cultures  have  not  as  yet  been 

made  of  these  bacteria,  but  for  the  reasons  indicated,  and  since  the  or- 
ganism has  never  been  found  except  in  connection  with  the  disease,  there 
is  every  reason  for  believing  that  the  Spirochete  Obermeieri  is  the  exci- 
tant of  relapsing  fever. 

Malta  Fever. 

This  disease,  which  has  been  most  frequently  observed  along  the  shores  of  the 
Mediterranean  and  in  India,  is  characterized  by  prolonged  pyrexia  with  irregular  re- 
missions. In  the  rather  rare  fatal  cases  there  may  be  considerable  enlargement  of  the 
spleen,  albuminous  degeneration  in  the  liver  and  kidneys.     Acute  nephritis  may  occur. 

It  is  said  that  there  are  constantly  present  in  the  spleen  in  this  disease  small  cocci 
stained  by  Gram,  readily  cultivated  on  artificial  media.  The  result  of  inoculations  of 
pure  culture  into  monkeys  and  other  animals  tends  to  confirm  the  pathogenic  signifi- 
cance of  the  organism,  which  has  t>een  called  J/iViy** *rw*  uteliteit*i*. ' 

1  Consult  Birt  and  Lamb,  Lancet,  1899,  ii.,  p.  701    Bibl 
16 
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BUBONIC    PLAGUE.    (Oriental  Plague ;  Black  Death.) 

Types  of  the  Disease. — This  disease  presents  three  main  types — the  bu- 
bonic, pulmonary,  and  septicemic. 

The  mast  common  is  the  bubonic,  which  is  characterized  by  an  intense 
inflammatory  hyperplasia  of  the  lymph-nodes,  mast  frequently  the  in- 
guinal or  axillary.  The  surrounding  tissue  may  be  involved;  hemor- 
rhage, necrosis,  or  suppuration  in  the  nodes  may  occur.  Coincident  with 
these  local  reactions  there  may  be  albuminous  degeneration,  focal  necro- 
sis, and  leiieocytosis  from  toxaemia,  or  secondary  foci  of  inflammation  in 
the  spleen  or  lungs  or  liver.  A  second  type  of  the  infection  is  the  pul- 
monary, in  which  larger  or  smaller  areas  of  the  lungs  are  involved  iu 
broncho- pneumonia  with  associated  secondary  involvement  of  the  bron- 
chial lymph-nodes.  In  the  nepticwmic  tyi)e  of  bubonic  plague  there  may 
be  a  general  involvement  of  the  lymph-nodes  and  nodules  of  the  Inxly 
with  the  marks  of  toxemia,  without  an  indication  of  the  point  of  primary 
infection. 

In  all  these  various  phases  of  the  disease  the  plague  bacillus  may  Ih» 
present  often  in  enormous  numl>ers  in  the  primary  buboes  and  in  the 
secondary  lesions  and  in  the  viscera;  in  the  consolidated  areas  and  in  the 
sputum  in  the  pulmonary  tyj>e,  and  in  the  septicemic  phases,  in  the  blood. 

Characters  of  the  Plague  Bacillus. 

The  plague  bacillus  was  discovered  in  1894  by  Kitasato  and  Yersin,  and  its  r61e  as 
the  excitant  of  the  disease  was  soon  established.  It  isa  short,  thick,  motile,  round-ended 
bacillus,  often  staining  more  deeply  at  the  ends  than  in  the  middle.  It  sometimes 
grows  in  chains  and  may  Ik*  capsulated,  not  forming  spores;  it  is  decolorized  by  Grains 
method.  It  grows  readily  though  not  voluminously  on  the  ordinary  culture  media  at 
blood  heat.  This  organism  is  killed  by  drying  for  a  few  days  and  by  exposure  to  sun 
light  for  a  few  hours.  Sut)cutaneous  inoculation  in  guinea  pigs  and  rabbits  is  follows! 
by  local  hemorrhagic  and  serous  inflammation  with  typical  involvement  of  the  regional 
lymph-nodes  and  by  septicemia.  Death  may  supervene  in  from  one  to  Ave  or  six  days, 
and  albuminous  degeneration  of  the  viscera,  hyperplasia  of  the  spleen,  and  petechial 
hemorrhages  may  Ik*  present. 

Portals  of  Entry. — The  chief  portals  of  entry  in  man  are  abrasions  or 
wounds  of  the  skin,  the  lungs,  and  the  intestines.  The  spread  of  the 
infections  material  in  overcrowded  and  unsanitary  districts  may  readliv 
take  place  by  rats,  which  an*  very  susceptible  to  the  disease  and  may  Ih» 
infected  by  feeding.  Through  mosquitoes  and  flies  also  the  bacilli  may 
be  conveyed  from  man  to  man  or  from  dead  rats  or  their  dejecta  to  man. 

Preventive  Inoculation  has  lieen  largely  practised  in  the  East  by  the 
Haffkine  method.  This  consists  in  the  subcutaneous  injection  of  l>eef- 
tea  cultures  of  the  plague  bacillus,  which  have  l>een  killed  by  heating. 
Moderate  local  inflammatory  reaction  ami  slight  fever  may  follow  the 
injection.  The  statistics  seem  to  indicate  that  among  exposed  j>ersons 
the  mortality  may  1h»  reduced  eighty  j>er  cent  or  more  by  this  preventive 
inoculation. 
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An  anti-plague  serum,  prepared  by  the  immunization  of  horses,  has 
been  used  by  Yersin  with  at  least  promising  results.1 


HEMORRHAGIC  SEPTICEMIA. 

There  are  several  bacilli  which  may  be  classed,  as  is  done  by  Hueppe,  Kruse,  and  others, 
with  the  plague  bacillus  under  the  designation,  the  hemorrhagic  septicaemia  group.  These 
are  mostly  small,  short,  sporeless  forms  growing  readily  on  the  ordinary  media  as  facul- 
tative anaerobes,  not  fluidifying  gelatin  and  decolorizing  by  Gram.  Some  of  these  are 
motile,  others  not.  Among  these  may  be  mentioned  the  bacillus  of  mouse  typhus  (B. 
typhi  murium),  the  bacillus  of  hog  cholera  (B.  suipestifer),  the  bacillus  of  chicken 
cholera  (B.  cholene  gallinarum),  the  bacillus  of  swine  plague  (B.  suisepticus).  Several 
species  related  to  these  and  to  the  plague  bacillus  are  pathogenic  in  man ;  thus  the 
B.  hannorrhagicus  septicvs  of  Babes,  the  B.  hcemoi*rhagicus  of  Kolb,  the  B.  hannorrhagicus 
telenmus  of  Tizzoni  and  Giovanni. 

The  recognition  of  these  and  related  species  may  be  of  especial  significance  in  con- 
nection with  the  diagnosis  of  bubonic  plague  by  cultures  and  animal  inoculations.8 

Bacillus     Aerogenes    Capsulatus     (Bacillus     Welchii,     Gas 

Bacillus). 

This  bacillus  was  described  in  1891-92  by  Welch  and  Nuttall.  Later 
studies  of  Welch  and  Flexner  and  many  others  have  confirmed  the  orig- 
inal belief  that  the  bacillus  is  a  frequent  excitant  in  man  of  a  serious  in- 
fectious disease,  characterized  by  a  local  or  widespread  serous  and  em- 
physematous phlegmonous  inflammation,  frequently  associated  with 
gangrene  and  general  symptoms  of  a  profound  toxsemia. 

The  Bacillus  aerogenes  is  rather  large,  on  certain  media  spore  form- 
ing, is  often  capsulated,  and  occasionally  forms  chains.  It  retains  the 
stain  by  Gram's  method.  It  is  anaerobic,  growing  readily  in  a  variety 
of  artificial  culture  media. 

Rabbits  are  not  susceptible  to  even  large  intravenous  injections  of 
pure  cultures.  But  if  they  be  killed  soon  after  such  inoculation,  within 
a  few  horn's,  at  room  temperatures,  an  abundant  development  of  gas 
occui^s  throughout  the  body.  On  the  other  hand,  the  subcutaneous  in- 
jection of  a  very  small  quantity  of  the  fresh  cedematous  exudate  is  fol- 
lowed by  the  typical  local  and  general  marks  of  infection.  Guinea-pigs 
are  more  susceptible  than  rabbits  to  inoculation,  either  with  cultures  or 
fresh  material,  and  develop  characteristic  lesions. 

While  infection  may  occur  without  gas,  in  most  cases  before  death 
and  especially  after,  there  is  an  abundant  formation  of  gas  in  the  tis- 
sues. This  is  largely  hydrogen  formed  through  the  splitting  by  the 
bacillus  of  either  sugar  or  proteids.  While  the  gas  may  be  present  in 
any  of  the  tissues,  in  the  body  cavities,  and  in  the  blood-vessels,  it  is 
especially  in  the  liver  after  death  that  the  marks  of  gas  accumulation 
are  most  striking.     This  organ  may  be  riddled  with  small  holes,  present- 

1  Critical  summary  and  bibl.,  Setter.  Arch,  de  Med.  exp.,  t.  xii.,  p.  86,  1900. 
'  For  studies  on  various  forms  of  hemorrhagic  infection  see  Babes,  Verb.  d.  deutschen 
path.  Gesellschaft.  Bd.  ii.,  p.  262,  1900. 
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ing  an  appearance  which  has  been  characterized  as  "foamy  liver"  (Fig. 
322,  page  557). 

Infection  may  occur  through  wounds  or  injuries  in  any  part  of  the 
body.  It  has  been  frequently  observed  in  pregnant  and  puerperal 
women.  Ulcers  of  the  stomach  and  intestine,  or  the  uriuarv  tract,  mav 
be  portals  of  entry.  One  of  the  more  common  forms  of  local  infection 
is  the  so-called  gaseous  phlegmon  or  emphysematous  gangrene.  Pul- 
monary and  pleural  lesions,  appendicitis,  and  peritonitis  are  described 
as  well  as  gaseous  abscesses  and  purulent  meningitis.  While  the  usual 
action  upon  the  tissues  is  the  induction  of  bloody  oedema  and  necrosis, 
this  bacillus  is  also  occasionally  pyogenic. 

The  natural  habitat  of  the  organism  is  the  soil  and  the  intestinal  canal. 
This  accounts  for  the  relative  frequency  of  infection  through  the  intes- 
tinal and  genito-urinary  tracts  and  through  wounds  contaminated  with 
dirt. 

Infection,  especially  from  the  intestinal  canal,  may  apparently  occur 
during  the  later  hours  of  life,  with  or  without  symptoms  and  with  a  post- 
mortem formation  of  gas.  It  is  often  difficult  to  determine,  since  gas 
formation  occurs  so  early  and  so  extensively  after  death,  whether  the 
entrance  has  or  has  not  been  effected  during  life.  It  seems  fair  to  infer, 
as  the  result  of  animal  experiments,  that  when  the  gas  formation,  even 
after  death,  is  widespread,  ante-mortem  infection  had  occurred. 

Concurrent  infection  with  other  organisms,  especially  the  pyogenic 
cocci,  is  frequent. 

Welch  and  Nuttall  early  called  attention  to  the  importance  of  recog- 
nizing the  possibility  of  infection  with  this  bacillus  in  judging  of  a  cer- 
tain class  of  cases  of  alleged  air  embolism. 

It  is  probable  that  the  Bacillus  aerogenes  capsulatus  is  identical  with 
forms  which  have  been  described  under  various  names  in  connection  with 
cases  of  gaseous  phlegmon,  or  so-called  malignant  oedema. ' 

Bacillus  (Edemata  MalignL 

The  bacillus  of  malignant  oedema,  which  is  frequently  present  in  dust,  in  putrefy  - 
ing  substances,  and  in  soil,  considerably  resembles  the  Bacillus  aerogenes  capsulatus  both 
in  its  morphological  and  biological  characters.  It  is,  however,  more  slender,  and  more 
apt  to  form  threads;  spore  formation  occurs  readily  in  the  ordinary  media.  It  decol- 
orizes partially  by  Gram's  method.  Other  differential  characters  are  to  l>e  made  out  in 
cultures.  It  is  an  excitant  of  hemorrhagic  cedema  in  animals,  but  with  slight  if  any 
development  of  gas. 

Other  Bacteria  which  May  Induce  HeBmorrhagic  Septicaemia. 

Nearly  related  to  the  Bacillus  aProgenes  capsulatus  and  to  the  bacillus  of  malignant 
cpdema  are  several  other  spore  forming  anaerobic  bacilli  occurring  especially  in  the 
earth,  in  excrement,  and  in  various  rotting  sutatances.     Some  of  these  appear  to  be  of 
pathogenic  significance  in  the  lower  animals  under  both  natural  and  experimental  con 
ditions. 

1  For  an  excellent  critical  rhumi  of  this  subject,  with  bibliography,  see  Wtlch, 
Bulletin  of  the  Johns  Hopkins  Hospital,  vol.  xi.,  p.  185,  1900. 
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Thus  the  Quarttr-mt  (Rauschbraiul ;  charbon  symptomatique),  especially  Id  Europe, 
la  a  serious  infectious  disease  of  sheep,  goals,  and  cattle.  At  the  seat  of  infection,  often 
in  the  legs,  there  is  a  hemorrhagic  cedema  with  gas  formation,  the  involved  region  often 
becoming  much  swollen  and  black  in  color  ("  black  leg  ").  The  bacillus  which  is  the 
excitant  of  this  disease  is  known,  and  preventive  inoculation  has  been  practised, 

lletcard  has  described  a  group  of  cases  of  hirinorrhitgie  tejilieamia  characterized  by 
hemorrhages  into  the  skin,  serous  membranes,  anil  viscera,  in  which  capsulatcd  bacilli 
apparently  related  to  the  above -described  bacillus  of  Friedlander  (page  189)  have  been 
found.  For  the  details  of  these  cases  and  their  relationship  to  other  forms  of  septicemia 
we  refer  to  the  original  paper.' 

HYDROPHOBIA,     (Bftbie*.) 

Morphology  of  the  Lesions. 

This  is  an  infectious  disease  occurring  most  frequently  in  the  carni- 
vora,  and  especially  common  in  dogs  and  wolves. 

The  lesious  are  not  constant  nor  are  they  characteristic.  Though 
well  marked  iu  some  cases,  in  others  they  are  but  very  slightly  developed. 


:.  VS.— HYDROPHOBIA.  TllANSVKRSE  BKCTIOM  IIY  SMALL  BUHin-VKSSKLS  IN  THE  SPINAL  CORD. 

>t  leucocytes  and  proliferation  ol  connectlie-tlssiiff  cells  in  [he  sdvenlilla  of  the 


Changes,  wheu  present,  are  apt  to  be  most  pronounced  in  the  medulla 
oblongata  and  pons,  but  they  may  be  present  in  the  spinal  cord.  They 
consist  of  small  haemorrhages,  accumulation  of  leucocytes  in  the  peri- 
vascular lymph  spaces  about  the  blood-vessels  (Fig.  132)  and  around 
the  ganglion  cells,  of  thrombi  in  the  smaller  blood-vessels,  and  filially  of 
chrojuatolysis  of  the  ganglion  cells. 

Recently  changes  have  been  described  in  the  intervertebral  ganglia 
1  Howard,  Journal  of  Experimental  Medicine,  vol.  fv.,  p.  149,  1898. 
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and  in  the  plexiform  ganglia  of  the  pneumogastric  nerve,  which,  al- 
though not  limited  to  rabies,  are  yet  so  frequently  present  jis  to  be  ap- 
parently of  value  in  diagnosis.  The  lesions  consist  in  degeneration  or 
atrophy  or  destruction  of  the  ganglion  cells  with  a  proliferation  of  the 
endothelial  cells  lining  the  capsule.1 

The  Excitant  of  the  Disease. 

While  there  is  reason  for  believing  that  hydrophobia  is  due  to  the 
introduction  into  the  body  of  some  special  form  of  micro-organism,  and 
while  the  recent  researches  of  Pasteur  and  others  have  brought  to  light 
many  interesting  and  important  facts  regarding  the  general  nature  and 
distribution  in  the  body  of  the  infectious  agent,  nothing  is  yet  definitely 
known  about  the  particular  organism  which  induces  the  disease. 

It  is  known  that  the  infectious  agent  is  in  the  saliva  and  salivary 
glands  of  rabid  animals,  and  that  it  may  be  present  in  the  saliva  of  the 
dog  two  or  three  days  before  the  symptoms  of  the  disease  are  manifest. 
It  is  not  present  in  the  blood,  but  seems  to  be  especially  concentrated  in 
the  central  nervous  system  and  particularly  in  the  medulla  oblongata.  It 
is  readily  rendered  inert  by  corrosive  sublimate  and  other  germicides. 
It  resists  cold  even  to  —  20°  C.  but  loses  virulence  after  one  hour's  ex- 
posure to  50°  (\ 

Pkeventive  Inoculation. 

Notwithstanding  the  total  ignorance  of  the  micro-organism  concerned 
in  inciting  hydrophobia,  his  genius  in  wise  experiment  enabled  Pasteur 
to  establish  a  method  for  artificial  immunization  against  the  disease 
which  has  proved  most  beneficent. 

After  obtaining  a  virus  of  high  and  definite  intensity,  which  was  ac- 
complished by  a  series  of  inoculations  beneath  the  dura  mater  in  rabbits  of 
portions  of  the  spinal  cords  of  rabid  animals,  it  was  found  that  by  dry- 
ing in  the  air,  spinal  cords  of  rabbits  having  definite  and  high  virulence, 
with  due  protection  against  aerial  contamination,  the  virulence  dimin- 
ished day  by  day.  With  virus  thus  obtained  of  virulence  ranging  from 
that  which  is  practically  inert  to  that  of  the  utmost  potency,  it  has  Ikhmi 
found  possible  safely  to  accustom  both  animals  and  men  to  the  presence 
of  amounts  of  hydrophobia  virus  contained  in  the  spinal  cord  emulsion, 
which  under  ordinary  conditions  would  prove  speedily  fatal.  In  other 
words,  it  has  been  found  possible  to  confer  artificial  immunity  against 
the  disease. 

This  process  occupies  several  days,  and  immunization  must  l>e  com- 
pleted before  the  disease  has  l>egun  to  manifest  itself;  but  as  the  incuba- 
tion period  in  hydrophobia  is  a  long  one — the  average  is  about  forty  days 
— it  has  been  possible,  in  a  large  and  increasing  number  of  cases,  to  save 
the  lives  of  persons  bitten  by  rabid  animals. 

1  See  Rtirentl  nnd  McCarthy,  University  Medical  Magazine,  vol.  xiii.  p.  766.  1901. 
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Diagnosis. 

In  view  of  the  importance  of  diagnosis,  in  animals  which  have  died 
or  have  been  killed  under  suspicion  of  rabies,  the  spinal  cord,  medulla, 
and  ganglia  should  be  saved.  Portions  of  the  fresh  medulla  in  watery 
emulsion  should,  if  possible,  be  inoculated  beneath  the  dura  mater  of  three 
healthy  rabbits,  and  the  development  of  rabic  paralysis  and  other  symp- 
toms awaited.  This  operation  for  diagnostic  purposes  should  be  done 
only  by  one  experienced  in  this  subject.  Other  portions  of  the  medulla 
and  cord  and  the  ganglia  should  be  hardened  in  Orth's  fluid  and  alcohol, 
and  carefully  examined  for  ganglion-cell  lesions,  for  small  perivascular 
accumulations  of  leucocytes,  and  for  changes  in  the  spinal  ganglia.  The 
existence  of  these  in  the  medulla  and  cord  of  an  animal  suspected  of  rabies 
will  go  far  toward  confirming  the  suspicion. 

It  is  always  wise  not  to  kill  suspected  animals,  but  to  keep  them  un- 
der observation  in  confinement.  Eabies  being  always  fatal,  recovery 
from  a  suspicious  disease  excludes  it,  so  that  further  protective  meas- 
ures may  be  clearly  unnecessary.  On  the  other  hand,  the  carefully  ob- 
served symptoms  of  a  suspected  animal  may  even  in  the  event  of  a  fatal 
termination  afford  valuable  evidence.  If  the  laboratory  for  diagnosis  be 
accessible,  it  is  well,  if  the  suspected  animal  should  die  or  be  killed,  to 
send  the  whole  animal  or  the  head  cut  off  low  down,  packed  in  ice.  Cold 
does  not  rapidly  diminish  the  virulence  of  the  rabic  virus.  If  the  mate- 
rial is  to  be  transmitted  for  a  long  distance,  the  brain  of  the  animal  with 
the  medulla,  carefully  removed  to  avoid  contamination,  may  be  sent  in  a 
sterilized  bottle  containing  a  mixture  of  equal  parts  of  glycerin  and  water, 
which  has  been  sterilized  by  boiling  and  cooled. 

TYPHUS    FEVER.     (Hospital   Fever;    Spotted   Fever;    Jail    Fever;    Ship 

Fever;  etc.) 

This  highly  contagious,  infectious  disease  has  not,  so  far  as  we  know, 
any  characteristic  lesion  save  the  petechial  skin  eruption ;  but  after  death 
the  body  may  present  lesions  common  to  many  of  the  infectious  diseases. 

The  body  has  a  tendency  to  rapid  putrefaction,  and  the  blood  is  often 
darker  and  more  fluid  than  is  usual  in  other  diseases. 

The  voluntary  muscles  may  be  the  seat  of  waxy  and  albuminous  de- 
generation. 

The  brain  and  its  membranes  may  be  congested ;  the  mucous  membrane 
of  the  pharynx  and  larynx  may  be  the  seat  of  catarrhal  or  croupous  inflam- 
mation. 

Lungs. — There  may  be  bronchitis,  broncho-pneumonia,  or  hypostatic 
congestion  of  the  lungs.     The  walls  of  the  heart  may  be  soft  and  flabby. 

The  agminated  nodules  of  the  ileum,  and  the  mesenteric  nodes  may  be 
swollen.  The  spleen  is  often  large  and  soft  from  hyperplasia.  The  kid- 
neys and  liver  are  frequently  large  and  pale,  and  the  seat  of  albuminous 
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degeneration.  The  nature  of  the  infective  agent  in  typhus  is  unknown. 
Several  observers  have  recorded  the  finding  of  micro-organisms  of  one 
kind  or  another  in  the  body  during  life  and  after  death,  but  proof  that 
any  of  these  are  excitants  of  the  disease  has  not  yet  been  furnished. 


yellow  fever. 

Lesions  of  the  Disease. 

This  infectious  disease  is  without  characteristic  lesions  save  for  the 
haemorrhages  and  pigmentation  in  the  skin.  Such  other  lesions  as  com- 
monly exist  are  those  common  to  toxaemia.  The  following  conditions 
are,  however,  frequently  present  after  death : 

Rigor  mortis  is  marked  and  occurs  early. 

The  brain  and  its  meninges  are  usually  congested.  The  skin  is  of  a 
yellow  color  from  the  presence  of  bile  pigment,  and  may  be  mottled  by 
ecchvmoses. 

The  heart  is  of  a  pale  or  brownish-yellow  color.  Its  muscular  fibres 
may  be  the  seat  of  fatty  degeneration.     The  lungs  may  be  congested. 

The  Stomach  often  contains  a  characteristic  dark  fluid,  due  to  altered 
blood  pigment,  similar  to  that  which  is  vomited  during  life — black  vomit. 
Its  mucous  membrane  may  be  congested,  softened,  and  is  sometimes 
eroded.  The  intestines  are  dark -colored,  often  distended  with  gas,  and 
sometimes  contain  blood.  The  liver  in  the  earlier  stages  of  the  disease 
may  be  intensely  congested.  More  frequently  it  contains  but  little  blood, 
is  of  a  light -yellow  color,  and  the  hepatic  cells  show  the  changes  of  an  in- 
tense albuminous  degeneration,  often  much  more  marked  than  are  found 
in  any  other  disease  except  acute  yellow  atrophy  of  the  liver.  Areas  of 
focal  necrosis  may  be  present.     The  gall  bladder  is  apt  to  be  contracted. 

The  spleen  shows  no  marked  changes.  The  kidneys  present  an  in- 
tense albuminous  degeneration.  The  tubules  usually  contain  masses  of 
hyalin  material. 

The  Excitant  of  the  Disease. 

While  its  mode  of  occurrence  and  the  characters  of  its  symptoms  and 
lesions  afford  a  strong  presumption  that  yellowr  fever  is  an  acute  infec- 
tious disease,  none  of  the  various  studies  which  have  been  made  upon  its 
etiology  have  as  yet  revealed  the  presence  of  any  micro-organism  which 
can  be  confidently  accepted  as  its  excitant.1 

1  The  various  studies  of  Sternberg,  who  isolated  a  bacillus  which  he  called  "Bacillus 
x,"  and  of  Sanarelli,  who  found  a  bacillus  which  he  named  Bacillus  icteruidt*,  are  the 
most  noteworthy  earlier  contributions  to  the  subject. 

A  later  study  and  references  to  the  bibliography  of  this  subject  may  be  found  in 
an  article  by  Heed  and  Carroll.  Jour.  Exp.  Med.,  vol*  v.,  p.  215,  1900. 

For  a  summary  of  observations  relating  to  the  mosquito  as  a  possible  intermediary 
host  of  the  infectious  organism  iu  yellow  fever,  see  Heed,  Carroll,  and  Aaramonte,  Phi  la 
Med.  Jour..  Oct.  27th.  1000;  also  .lour.  Am.  Med.  Assn..  February  16tli.  1901. 
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VARIOLA.    (Smallpox.) 


Smallpox  is  an  acute,  readily  communicable,  infectious  disease,  es- 
pecially characterized  anatomically  by  au  inflammation  of  the  skin  which 
passes  through  ;i  series  of  more  or  less  distinctive  phases  of  papule,  vesi- 
cle, pustule,  with  a  final  drying  of  the  exudate  and  necrotic  tissue  con- 
stituting the  crust. 

Various  phases  of  the  exauthem  are  used  to  designate  forms  of  the 


Secondary  lesions  are  diffuse  suppurative  inflammation  of  the  skin, 
inn" animations  of  the  mucous  membrane,  hemorrhages  in  various  parte  of 
the  body,  and  albuminous  degeneration  of  the  kidney,  liver,  and  spleen. 

The  skin  lesiou  shows  in  general  at  flint  circumscribed  areas  of  in- 
flammation above  the  ends  of  the  papilla-,  with  the  development  of  a  fluid- 


filled  reticulum,  so  that  vesicles  are  formed  (Fig.  133).  These  at  first 
contain  a  clear  fluid,  but  by  the  gathering  of  pus  cells  the  fluid  becomes 
turbid  and  accumulates  to  form  a  pustule.  Hand-in-hand  with  these 
changes  the  papilla;  and  adjacent  layers  of  the  corium  may  become  infil- 
trated with  cells.  The  contents  of  the  pustules  and  the  necrotic  tissue 
above  dry  and  form  the  crusts.  When  the  changes  are  largely  confined 
to  the  epidermis  the  lesion  may  leave  no  deformity.  But  if  the  changes 
in  the  cutis  are  considerable,  cicatricial  tissue  may  form,  leaving  scars. 
The  association  of  local  haemorrhage  with  the  above  changes  gives  rise  to 
the  hemorrhagic  form  of  exauthem. 

Various  micro-organisms,  both  bacteria  and  protozoa,1  have  been 
descrilied  as  occurring  in  the  local  skin  lesions  of  smallpox,  but  the  ex- 
citant of  the  disease  is  still  unknown. 

The  protection  conferral  by  a  successfully  weathered  attack  of  small- 
pox is  one  of  the  most  striking  examples  of  this  form  of  acquired  im- 
munity (see  p.  170).  The  more  recent  view  of  the  immunity  conferred 
by  vaccination  against  smallpox  is  based  upon  the  demonstration  that  the 
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disease  variola  in  man  and  the  disease  vaccina  in  the  bovine  species  are 
the  same,  and  not  different,  as  was  formerly  believed ;  that  the  disease 
in  the  cow  is  only  a  modified  form  of  the  human  disease.  The  effect  of 
the  passage  of  the  unknown  micro-organisms  through  the  insusceptible 
bovine — thus  runs  the  rationale  in  the  new  light — is  so  to  diminish  the 
virulence  of  the  germ  that  by  its  subsequent  inoculation  in  man  immu- 
nity is  secured  without  the  profound  disturbance  which  infection  with  a 
germ  of  unmitigated  virulence  would  involve.' 

SCARLET  FEVER.    (Scarlatina.) 

This  is  an  infectious,  readily  communicable  disease  characterized  by 
a  diffuse*  skin  eruption,  and  frequently  accompanied  by  inflammation, 
either  catarrhal,  or  croupous,  or  gangrenous,  of  the  tonsils,  pharynx,  and 
larynx.  Focal  necroses,  albuminous  degeneration  in  the  viscera,  and 
leueocytosis  may  occur. 

Then*  may  be  acute  hyperplasia  or  suppuration  of  the  cervical  lymph- 
nodes.  There  is  very  frequently  an  acute  exudative  or  an  acute  diffuse 
nephritis.  The  spleen  may  be  enlarged.  Broncho-pneumonia,  endocar- 
ditis, and  |>eri carditis  may  complicate  the  disease. 

The  exanthem  or  skin  eruption  in  scarlatina  is  a  simple  dermatitis,  as 
the  result  of  which  the  papilla*  and  subpapillary  stratum  become  infil- 
trated with  fluid  or  leucocytes,  or  both,  the  leucocytes  being  gathered 
especially  about  the  blood-vessels.  There  may  l>e  small  lncmorrhages, 
and  the  acute  phase  of  the  inflammation  is  followed  by  an  increased  pro- 
duction of  epithelium  and  an  exfoliation  of  the  superficial  layers.  These* 
lesions  of  the  skin  may  be,  excepting  the  haemorrhages,  very  slightly 
marked  after  death. 

That  the  disease  is  due  to  some  form  of  micro-organism  there*  can  l>e 
no  doubt.  The  exact  nature  of  this  organism  is  not  yet  known.  The 
acute  nephritis  and  the  marks  of  degeneration  and  focal  necrosis  so 
often  present  appear  to  be  due  to  some  poison  formed  in  the  body  during 
the  disease. 

One  of  the  most  marked  features  of  the  disesise  is  the  predisposition 
which  it  entails  to  the  incursions  of  pathogenic  germs  other  than  that 
which  we  l>elieve  to  be  its  excitant.  Thus  an  infectious  croupous  in 
flammation  of  the  mouth,  tonsils,  pharynx,  larynx,  and  trachea,  due  to  a 
streptococcus  (see  page  186),  is  a  frequent  complication.  True  diph- 
theria due  to  the  Loftier  bacillus  is  also  prone  to  establish  itself  upon  the 
vulnerable  inflamed  mucous  membranes.  So  also  the  frequently  asso- 
ciated pneumonia,  the  inflammatory  hyperplasia  and  suppuration  of  the 
lymph-nodes,  suppurations  in  various  parts  of  the  body,  the  endocarditis 
and  pericarditis  which  are  not  uncommon,  may  all  Ik*  due  to  a  secondary 
infection  with  the  pyogenic  cocci.1 

'Consult  for  general  bibliography  Freeman,  article*  on  vaccination  in  "*  Cyclopedia 
of  the  Diseases  of  Children."  vol  v  ."suppl..  p.  268:  or  M<*»r,  in  "Twentieth  Century 
Practice."  vol.  xiii. 

'Consult  for  a  study  and  bibliography  /V*#/wf  **  Scarlet  Fever,  its  Bacteriology  and 
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MEASLES. 

A  readily  communicable  infectious  disease,  the  most  prominent  feat- 
ures of  which  are  an  intense  hyperemia  with  inflammation  of  the  skin, 
associated  with  catarrhal  inflammation  of  the  mucous  membrane  of  the 
air  passages.  The  inflammation  of  the  skin  is  anatomically  of  the  same 
general  type  as  that  in  scarlatina.  Albuminous  degeneration  of  the  kid- 
ney or  acute  exudative  nephritis  may  occur.  Focal  necroses  in  the  liver 
and  kidneys  have  been  described  by  Freeman. ' 

The  more  common  secondary  lesions  are  broncho-pneumonia,  pseudo- 
membranous inflammation  of  the  pharynx  and  larynx,  suppurative  in- 
flammation in  various  parts  of  the  body,  and  diphtheria.  These  compli- 
cations, as  in  scarlatina,  are  doubtless,  in  part  at  least,  due  to  secondary 
infection  with  other  germs  than  those  causing  the  disease  itself. 

The  excitant  of  measles  is  not  definitely  known. 

Canon  and  Pielicke  in  1892 2  recorded  the  discovery  in  the  blood  in  fourteen  cases 
of  measles  of  very  small  bacilli,  about  as  long  as  the  radius  of  a  red  blood  cell, 
but  varying  considerably  in  size.  These  bacilli  were  sometimes  abundant,  sometimes 
scanty  in  the  blood,  lying  singly  or  in  heaps.  Meagre  cultures  were  obtained  in  three 
cases  in  beef  tea.  They  did  not  seem  to  grow  on  the  ordinary  solid  media.  Bacilli 
similar  in  form  were  found  in  the  exudate  from  inflamed  mucous  membranes  in  measles. 
The  observations  of  these  writers  are  interesting  and  suggestive,  but  until  they  shall 
have  been  confirmed  by  others  and  been  greatly  extended  nothing  can  be  assumed  as 
established  regarding  the  etiological  significance  of  the  germs. 


WHOOPING-COUGH.     (Pertussis.) 

Whooping -Cough  is  an  infectious  disease,  often  epidemic,  without 
characteristic  lesions.  There  may  be  an  associated  bronchitis  or  bron- 
cho-pneumonia. Several  observers  have  isolated  bacilli  from  the  sputum 
in  whooping-cough,  but  the  proof  that  these  are  the  excitants  of  the  dis- 
ease has  not  been  furnished.' 

BERIBERI. 

Ikri-beri  is  a  disease  of  warm  climates,  believed  by  some  observers  to  be  infectious 
in  character,  by  others  to  be  due  to  unsuitable  diet.     The  lesions  are  often  not  well  de 
fined.     There  are  in  some  cases  subcutaneous  oedema  and  dropsy.     There  is  often  degen- 
eration of  the  peripheral  nerves  and  of  the  heart  and  voluntary  muscle.     The  bacterial 
studies  which  have  been  made  upon  beriberi  have  not  led  to  definite  results.4 

Gross  and  Minute  Anatomy,"  Med.  and  Surg.  Reports  of  the  Boston  City  Hospital,  1898 
and  1899. 

1  Freeman,  Arch,  of  Pediatrics,  February,  1900. 

*  Berliner  klin.  Wochenschr.,  April  18th,  1892. 

*Koplik,  Centralblatt  fur  Bakteriologie,  etc.,  Abth.  i..  Bd.  xxii.,  p  222.  1897 
Consult  Walsh.  "Contributions  from  the  William  Pepper  Laboratory  of  Clinical  Medi- 
cine." 1900.  p.  450,  bibliography. 

4  For  bibliography  of  beriberi  see  JSodre,  "Twentieth  Century  Practice,"  Bd   xiii. 
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ACUTE  RHEUMATISM. 

WTiile  the  excitant  of  acute  rheumatism  is  unknown  there  is  much 
reason  to  believe  that  it  is  an  infectious  disease.  There  are  no  charac- 
teristic lesions;  but  various  joints  are  frequently  the  seat  of  slight  exu- 
dative inflammation,  serous  or  fibrinous  in  character.  Albuminous  de- 
generation of  the  visceral  cells  with  hyperplasia  of  the  spleen  has  been 
noted.  The  disease  is  not  infrequently  complicated  by  endocarditis  or 
pericarditis,  by  exudative  inflammation  of  the  lungs  or  pleura.  Various 
micro-organisms  have  been  found  in  the  body  in  acute  rheumatism ;  of 
these  the  pyogenic  cocci  have  been  most  frequently  isolated,  but  these 
are  probably  to  be  regarded  only  as  excitants  of  the  suppurative  or 
other  complications.  It  is  possible  that  more  than  one  form  of  infection 
is  embraced  under  the  designation  rheumatism. l 


The  Excitant  of  the  Disease. 

The  excitant  of  the  disease  long  known  clinically  as  malaria  is  a  small 
animal  parasite,  the  Plasmodium  malaria,  which  enters  the  red  corpuscles 
of  the  blood  and  in  the  course  of  its  development  destroys  them.  The 
destruction  of  each  cell  is  coincident  with  the  maturation  of  its  contained 
parasite,  which  segments  into  a  variable  number  of  spores,  or,  more 
properly,  merozoites,  a  phenomenon  which  is  also  coincident  with  the 
clinical  appearance  of  the  chill  and  its  accompanying  rise  of  temperature. 

These  parasites  of  the  red  cell  are  protozoa  belonging  to  a  special 
sub-group,  the  hcemosporidia.  For  purposes  of  description  these  haemo- 
sporidia  of  human  malaria  may  l>e  classified  into  three  sj>ecies  or  types, 
each  of  which  incites  a  different  clinical  form  of  disease  and  each  of 
which  also  differs  from  the  other  types  in  its  morphology.  These  tyjies 
are  the  tertian,  the  quartan,  and  the  jestivo-autumnal  parasites. 

Tertian  and  Quartan  Types. — If  the  blood  of  a  patient  suffering  from 
tertian  fever  be  examined  shortly  after  a  chill,  a  numl>er  of  the  red 
cells  will  be  found  to  contain  small,  highly  refractile,  actively  amoe- 
boid bodies  which  are  the  early  forms  of  the  plasmodia  or  merozoites. 
The  latter  often  take  the  form  of  small  rings  surrounding  a  central  clear 
space.  This  is  especially  well  seen  in  stained  specimens  (Plate  I.,  Figs. 
1-4).  If  the  blood  be  again  examined  some  hours  later,  these  very  small 
forms  will  have  grown  to  a  considerable  extent,  and  small  brown  or  black 
granules  will  l>e  noted  in  the  body  of  the  Plasmodium.  This  pigment  has 
a  very  rapid  motion  inside  the  body  of  the  parasite.  If  the  blood  be  ex- 
amined at  intervals  for  forty -eight  hours  the  organism  may  be  seen  to 

1  For  summary  of  the  tacterinlogv  of  Rheumatism  see  P&ynton  and  Pfiyttz,  The 
Lancet.  Sept..  1900.  pp.  H61  ami  832;  also  PoynUm,  Practitioner,  vol.  Ixv.,  p.  22.  Jan.. 
1901. 
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have  grown  so  large  as  to  occupy  nearly  the  whole  of  the  red  cell  (Plate 
L,  Figs.  5-12),  which  becomes  somewhat  swollen  and  pale,  the  latter  effect 
being  due  to  the  destruction  of  the  haemoglobin  of  the  cell  by  the  para- 
site, which  thus  produces  the  pigment  granules  of  melanin  with  which  it 
is  filled.  At  the  end  of  forty -eight  hours  the  pigment  has  collected  in 
the  centre  of  the  organism,  which  has  ceased  its  active  amoeboid  motion. 
Now  small  pale  spots,  which  are  the  nuclei  of  the  segmenting  mature 
form,  become  easily  visible  (Plate  I.,  Fig.  16),  and  finally  the  red  cell 
bursts,  and  the  small  merozoites,  each  containing  a  nucleus,  are  set  free 
to  enter  other  red  cells  and  to  repeat  the  cycle  in  another  period  of  forty- 
eight  hours.  A  certain  portion  of  the  free  merozoites  are  destroyed  by 
the  phagocytic  leucocytes  and  other  cells.  The  free  pigment  left  after 
the  segmentation  of  the  mature  forms  is  also  collected  by  these  phago- 
cytes. Thus  after  severe  and  prolonged  attacks  of  malaria  the  leucocytes 
are  frequently  filled  with  pigment. 

The  quartan  organism  goes  through  a  cycle  similar  to  that  of  the  ter- 
tian, except  that  the  time  required  is  seventy-two  instead  of  forty -eight 
hours.  There  are  also  a  few  minor  differences  in  the  morphological  ap- 
pearance of  the  two  organisms.  Thus  the  small  early  amoeboid  forms 
of  the  Plasmodium  are  much  more  active  in  their  movements  in  the  ter- 
tian than  in  the  quartan.  The  pigment  in  the  tertian  is  very  fine ;  in 
the  quartan  it  is  often  in  small  blocks  or  rods  and  is  much  coarser 
(Plate  I.,  Figs.  22-25).  The  mass  of  segmenting  merozoites  in  the  tertian 
organism  is  quite  irregular  in  shape  and  contains  from  fifteen  to  twenty 
individuals,  while  that  of  the  quartan  is  a  regular  rosette  in  shape  and 
the  merozoites  average  from  six  to  twelve  (Plate  I.,  Figs.  26-28). 

JEstivo-Autumnal  Type. — The  parasite  of  the  aestivo-autumnal  fever 
develops  in  the  blood  in  much  the  same  way  as  the  other  forms,  with  the 
exception  that  the  amoeboid  rings  are,  as  a  rule,  smaller.  The  signet- 
ring  shape  is  more  marked,  and  the  pigment  is  less  abundant  (Plate  I., 
Figs.  31-34).  Another  peculiarity  of  this  organism  is  that  the  develop- 
ment of  the  larger  amoeboid  forms  takes  place  chiefly  in  the  bone  marrow 
and  the  spleen,  while  that  of  the  tertian  and  quartan  is  to  be  seen  in  the 
blood.  Thus  as  soon  as  the  Plasmodium  of  the  lestivo-autuninal  type  has 
grown  sufficiently  to  occupy  about  one-fourth  of  the  red  cell,  it  disap- 
pears from  the  peripheral  blood  and  can  be  found  developing  in  the  blood 
obtained  by  puncture  of  the  spleen,  or  in  fatal  cases,  from  the  bone  mar- 
row (Plate  I.,  Figs.  35,  36).  In  such  preparations  the  mature  plasmodia 
may  be  found  and  the  segmenting  process  followed  (Plate  I.,  Figs.  37- 
39).  The  organism  is  not  as  large  as  the  tertian,  as  the  segmenting  form 
usually  only  occupies  about  one-half  of  the  somewhat  shrunken  red  cor- 
puscle. The  number  of  merozoites  formed  is  about  fifteen.  The  time 
of  the  developmental  cycle  in  the  blood  is  forty-eight  hours. 

In  the  blood  of  a  patient  infected  with  the  a\stivo-autuninal  parasite, 
there  are  always  found  within  a  few  days  of  the  beginning  of  the  dis- 
ease a  moderate  number  of  crescent-shaped  bodies  with  pigmented  centres 
and  the  remnant  of  a  red  cell  about  them  (Plate  I.,  Figs.  43,  44).     They 


Description  of  Plate  I. 

Hmnatozoa  of  Tertian  Malaria. 

Figs.     1  to  4. .  .Small  ring-shaped  merozoites  of  tertian  malaria;  2  and  3,  multiple  in- 
vasion of  a  single  red  cell. 

u       5  to  12 . .  Amoeboid  forms  of  gradually  increasing  size. 

Fio.     13 Large  amad>oid  form  in  which  the  pigment  is  beginning  to  collect  as  a 

preliminary  to  segmentation. 

u      14 Pigment  still  more  clumped,  and  the  pale  areas  representing  nuclei  be 

gin  to  be  marked. 

15 Segmenting  form  with  an  irregular  mass  of  merozoites. 

u      16 More  symmetrical  type  of  segmentation  with  central  block  of  pigment. 

17 Free  merozoites  after  leaving  the  red  cell. 

"      18 Gamete. 

u      19 Mierogametocyte  with  flagella  or  microgametes. 

Ha&matozoa  of  Quartan  Malaria. 

Fios.  20  and  21 .  .Small  ring  form  of  merozoites. 

•*      22  to  25 Amopboid  forms  with  coarse  pigment. 

w      26  u  28 Segmenting  forms. 

u      29 Gamete. 

80 Mierogametocyte  with  microgametes  in  the  process  of  formation. 

Ha&matozoa  of  JEativo- Autumnal  Malaria. 

Figs.  31  to  34  .  .Small  ring  forms,  some  of  them  on  the  surface  of  the  corpuscle;  32  and 

33,  multiple  invasion  of  the  red  cell. 

w      35  and  36,  Aiweboid  forms  found  in  the  peripheral  circulation. 

**      37  to  39  .  .Large  am<rl>oid  forms  and  segmenting  parasites  found  only  very  rarely 

in  the  |>criphcral  circulation,  but  abundantly  in  the  spleen  and  l>onc 
marrow. 

40  -  42.. Young  cresceutic  forms  not  found  in  the  peripheral  circulation,  but 
chiefly  in  the  bone  marrow. 

43  and  44,  Adult  crescents  or  gametes,  found  abundantly  in  the  peripheral  blood. 

u      45    "    46.  Microgametocytes  lx*coming  oval  and  preparing  to  give  off  microga- 
metes. 

Fio.    47 Microgametocy te  giving  off  microgametes. 
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are  devoid  of  amoeboid  motion.  The  exact  nature  of  these  crescentic 
bodies  was  quite  unknown  until  very  recently,  when  it  was  discovered 
that  they  are  bodies  with  sexual  capabilities,  whose  function  seems  to  be 
the  prolongation  of  the  species  in  a  cycle  outside  of  the  human  body.  It 
had  long  been  known  that  certain  of  the  large  mature  amoeboid  forms  of 
the  tertian  and  quartan  organisms  and  the  crescents  of  the  lestivo-autum- 
nal  species  did  not  undergo  segmentation  into  merozoites,  but  remained 
circulating  in  the  blood.  When,  however,  the  blood  containing  these 
forms  was  examined  in  a  fresh  condition  on  a  slide,  and  especially  if  the 
blood  l>efore  being  covered  was  allowed  to  remain  in  a  moist  chamber  for 
a  few  minutes,  changes  could  be  seen  to  take  place  which  have  not  been  ob- 
served in  perfectly  fresh  preparations.  Certain  of  the  mature  organisms 
set  free  long,  actively  motile  flagella  which  entered  other  mature  forms. 
In  stained  preparations  it  could  be  seen  that  each  flagellum  contained 
some  of  the  nuclear  chromatin  of  the  organism  from  which  it  arose,  and 
that  this  flagellar  chromatin  united  with  the  chromatin  of  the  body  which 
the  flagellum  entered.  The  crescentic  forms  under  suitable  conditions  go 
through  the  same  process,  the  male  crescent  giving  off  flagella,  one  of 
which  in  turn  fertilizes  another  crescent  of  slightly  different  morphology. 

Evidently  this  is  a  sexual  process,  and  its  occurrence  only  in  blood 
which  has  been  drawn  from  the  body  suggested  the  probability  that  under 
ordinary  circumstances  it  takes  place  outside  the  human  host.  The  truth 
of  this  conjecture  has  recently  been  established,  and  the  process  of  fertil- 
ization and  maturation  of  the  fertilized  organism  has  been  found  to  occur 
in  the  stomach  of  a  particular  genus  of  mosquito,  the  Anopheles.  No 
other  species  of  mosquito  is  capable,  according  to  our  present  knowledge, 
of  acting  as  host  to  the  Plasmodium  of  human  malaria,  though  the  organ- 
ism which  induces  malaria  in  birds  can  develop  in  a  mosquito  of  the 
genus  Culex.  Whether  the  Plasmodium  can  carry  out  its  sexual  cycle 
under  other  conditions  than  in  the  stomach  of  the  Anopheles  is  as  yet 
unknown. 

If  an  Anopheles  bites  a  patient  with  malaria,  the  blood  and  its  con- 
tained organisms  is  drawn  into  the  stomach  of  the  mosquito,  the  fla- 
gella are  giveu  off  from  the  mature  forms  or  gametes  and  enter  other  ma- 
ture forms  and  fertilize  them.  The  fertilized  organism  goes  through 
a  complicated  development,  and  the  resulting  sporozoite  finds  its  way  in 
the  course  of  a  few  weeks  to  the  salivary  glands  of  the  mosquito  host,  to 
be  injected  into  the  blood  of  the  next  person  bitten.  The  sporozoites 
probably  enter  the  red  cells  as  the  small  amoeboid  forms  or  merozoites 
already  described. 

Having  outlined  the  sexual  type  of  reproduction  we  shall  now  look 
more  closely  at  its  phases.  The  details  of  the  process  of  fertilization  and 
the  formation  of  the  sexual  cells  which  are  capable  of  carrying  on  the 
cycle  in  the  mosquito  have  been  best  observed  in  the  lestivo-autumnal 
fevers,  so  that  the  stages  will  l>e  here  described  in  connection  with  the 
development  of  the  crescent  gametes.  These  crescents  are  formed  chiefly 
in  the  bone  marrow  from  the  small  ovoid,  intracellular  bodies,  which  can 
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early  in  their  development  be  distinguished  from  the  ordinary  amoeboid 
forms  by  their  more  abundant  coarse  pigment  and  oval  outline. 

The  adult  creseeuts  are  quite  constantly  present  in  well -developed 
cases,  and  are  often  found  in  the  blood  after  treatment  with  quinine  has 
caused  the  disappearance  of  the  amoeboid  bodies,  the  power  of  resisting 
the  action  of  drugs  being  much  more  marked  in  the  crescents  than  iu  any 
other  form  of  the  Plasmodium.  Two  types  may  be  distinguished,  both 
of  which  begin  as  small  amoeboid  forms  and  gradually  mature  into  oval 
or  crescentic  organisms.  One  of  these,  the  microgametocytes,  or  the  cells 
producing  the  male  elements,  develops  and  gives  off  the  tlagellum 
(microgametes)  ;  the  other,  the  macrogametes  (female  elements),  neither 
form  nor  give  off  flagella.  According  to  Marchiafava  and  Biguami '  the 
microgametocytes  are  distinguished  from  the  macrogametes  by  the  fact 
that  in  the  former  (the  male  form)  the  pigment  is  gathered  in  a  fairly 
compact  mass  in  the  middle  of  the  crescent,  the  chromatin  is  more  abun- 
dant, and  the  entire  body  stains  faintly ;  while  in  the  female  form,  the  pig- 
ment surrounds  the  rather  scanty  nuclear  chromatin  in  a  ring  form,  the 
cell  body  stains  deeply,  and  no  tl age  11a  are  given  off.  The  crescents  in 
the  fresh  blood  show  no  amoeboid  motion,  and  even  the  pigment  is  mo- 
tionless. They  are  either  crescentic  in  form  with  the  pigment  collected 
at  the  centre,  or  they  may  be  spindle-shaped  with  somewhat  scattered 
pigment,  or  finally  short,  thick  ovoid  bodies  with  pigment  irregularly 
scattered  or  more  frequently  gathered  into  a  ring  about  the  nucleus. 
They  are  all  coutaiued  in  red  blood  cells  (endoglobular),  the  faint  rem- 
nant of  the  red  cell  often  being  seen  as  a  delicate  line  stretching  between 
the  two  horns  of  the  crescent. 

The  formation  of  flagella  (microgametes)  does  not  take  place  in 
the  circulating  blood ;  it  begins  only  after  the  blood  has  remained  on  a 
slide  for  a  few  minutes  or  ha»s  remained  for  some  time  in  the  stomach  of 
the  mosquito.  These  flagella,  usually  about  four  in  number,  bud  out 
from  the  i>eriphcrv  of  one  of  the  microgametocytes,  which  has  jussumed 
a  spherical  iustead  of  a  crescent  shape,  and  grow  to  a  length  of  three  to 
five  times  the  diameter  of  the  red  cell.  They  are  either  pointed  or  bul- 
bous at  their  extremities,  or  they  present  swellings  at  irregular  intervals. 
Their  motion  iu  warm-stage  preparation  is  rather  rapid,  and  they  finally 
become  detached  and  move  about  free  in  the  serum  (Plate  I.,  Figs.  4.~>, 
46,  47).  The  pigment  during  this  process  usually  remains  at  the  centre 
of  the  spherical  microgametocyte  and  is  actively  motile,  but  in  prepara- 
tions stained  to  show  the  nuclear  chromatin,  the  latter  may  be  seen  to 
penetrate  the  flagella  in  the  form  of  long  thin  rods  which  remain  after  the 
flagella  liecome  detached.  The  shell  of  the  red  cell  in  which  the  cres- 
cent has  developed  can  rarely  l>e  seen  in  fresh  preparations  of  the  flag- 
ellate forms.  These  flagella  penetrate  the  body  of  one  of  the  niacroga- 
metes  present  in  the  slide  and  fertilize  it. 

This  process,  which  we  have  followed  in  an  artificial  preparation,  seems 

1  Other  observers  claim  that  the  pigment  in  the  male  forms  is  scattered  throughout 
the  Plasmodium. 
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necessary  for  the  continuance  of  the  race,  and  is  normally  carried  out  in 
the  middle  intestine  of  the  mosquito  of  the  genus  Anopheles.  The  actual 
entry  of  the  microgamete  (spermatozoon)  into  the  macrogamete  has  been 
observed  by  MacCallum'  in  a  fresh  blood  preparation,  but  so  far  the 
process  has  not  been  traced  in  the  stomach  of  the  mosquito,  though  free 
microgametes  have  been  seen. 

If  a  patient  in  whose  blood  mature  crescents  are  present  is  bitten  by 
the  mosquito,  the  parasites  develop  in  the  intestine  of  the  insect,  and  at 
the  end  of  two  days  the  fertilized  forms  may  be  found  adherent  to  the 
wall  of  the  intestine  as  small  pigmented  oval  bodies  quite  similar  to  the 
early  forms  of  the  crescents  developing  in  the  human  bone  marrow.  Two 
days  later,  the  parasites  or  oocytes  are  much  larger  and  have  a  distinct 
capsule,  while  by  the  sixth  day  they  may  measure  from  60  to  80  //.  in  dia- 
meter. They  contain  numerous  small  particles  which  are  nuclei  due  to 
the  frequent  division  of  the  original  nuclear  material,  and  the  capsule  is 
much  thicker.  At  the  end  of  a  week  the  parasite  contains  a  large  num- 
ber of  slender  thread-like  rods  with  pointed  extremities,  each  one  of  these 
rods  having  nuclear  chromatin.  The  parasite  or  oocyst  projects  through 
the  wall  of  the  intestine  into  the  ccelom  cavity  of  the  mosquito  host,  and 
when  it  ruptures  these  minute  rods  or  sporozoites  are  carried  by  the 
lymph  currents  to  the  salivary  glands  from  which  they  may  be  injected 
with  the  saliva  when  the  female  Anopheles  bites  another  subject. 

Though  the  actual  entry  has  never  been  observed,  it  is  supposed  that 
the  sporozoites,  after  entering  the  circulation  of  man,  attack  the  red  cells, 
and,  as  we  have  seen,  become  the  small  amoeboid  forms  described  above. 
In  two  to  three  weeks  the  formation  of  the  gametes  takes  place,  and  the 
crescent  forms  appear  in  the  blood. 

That  the  infection  of  man  in  this  way  is  possible  has  been  abundantly 
proven  by  allowing  mosquitoes  infected  with  aistivo-autumnal  organisms 
to  bite  healthy  persons,  who,  after  a  period  of  incubation  of  about  ten 
days,  are  seized  with  an  cestivo-autumnal  type  of  fever,  and  the  character- 
istic organisms,  though  not  present  previously,  are  now  to  be  found  in  the 
blood.  The  mature  forms  or  gametes  of  the  tertian  and  quartan  fevers 
undergo  a  course  of  development  very  similar  to  that  of  the  iestivo-autum- 
nal  fever,  and  are  derived  from  the  blood  of  the  infected  patient  by  the 
female  of  the  same  genus  of  mosquito,  the  Anopheles  (Plate  I.,  Figs.  19 
and  30).  The  sporozoites  find  their  way  to  the  salivary  glands  of  the 
mosquito  and  enter  the  blood  of  the  person  infected  while  the  Anopheles 
is  biting.  These  sporozoites  then  enter  the  red  cells  as  the  small  amoe- 
boid forms  and  carry  on  the  sexual  cycle  in  the  blood  until  either  the 
tissues  of  the  body  finally  overcome  the  parasite,  or  treatment  with  qui- 
nine destroys  the  merozoites  by  means  of  its  toxic  action  on  these  imma- 
ture forms. 

1  MacCallum,  "On  the  Haematozoan  Infectious  of  Birds,"  Jour,  of  Exp.  Med.,  vol. 
Hi.,  1898,  p.  117. 
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The  Lesions  of  Malaria. 

The  characteristic  lesions  of  acute  malarial  infection  are  found  in  the 
blood,  the  liver,  spleen,  kidneys,  and  brain. 

The  alterations  in  the  blood  are  chiefly  confined  to  the  diminution  in 
number  of  the  red  corpuscles,  due  to  their  destruction  by  the  parasites 
developing  in  them  and  to  a  reduction  in  the  haemoglobin  content  of 
those  which  do  not  contain  parasites.  These  changes  are  apparently  due 
to  some  toxic  agent,  for  which  there  is  additional  evidence  in  the  poly- 
chromatophilia  and  granular  degeneration  of  the  body  of  the  red  cell  so 
often  present  in  severe  malarial  infections.  The  evidence  of  some  poison 
acting  on  the  protoplasm  of  the  red  cell  is  found,  not  only  in  those  cells 
in  which  the  organism  is  developing,  but  is  more  abundant  in  those  cells 
in  which  no  plasmodia  are  present. 

The  leucocytes  show  slight  qualitative  changes,  there  being  usually 
present  a  relative  increase  in  the  large  mononuclear  cells.  Pigmented 
leucocytes  are  often  seen,  and  in  very  severe  infectious  large  macrophages 
loaded  with  pigment  may  l>e  seen  in  the  circulating  blood.  In  severe 
cases  the  pigment,  which  is  derived  from  the  haemoglobin  of  the  blood 
corpuscle  and  forms  the  granules  in  the  body  of  the  parasite,  may  be 
found  free  in  the  general  circulation,  but  is  usually  soon  removed  by 
the  leucocytes  and  the  phagocytic  cells  of  the  liver,  spleen,  and  bone 
marrow.  The  brain  in  cases  of  pernicious  icstivo-autumnal  fever  is  often 
much  congested,  and  the  smaller  capillaries  may  be  filled  with  enormous 
numbers  of  the  plasmodia  in  various  phases  of  development ;  there  may 
also  be  small  punctate  haemorrhages  in  the  white  matter.  The  deposition 
of  the  malarial  pigment  in  the  cortex  may  give  to  the  latter  a  dark  red- 
dish-brown color,  or  it  may  Ik*  almost  black.  The  spinal  cord  shows 
similar  changes. 

The  liv>er  in  acute  cases  may  show  focal  necroses  resembling  those 
present  in  other  infectious  diseases.  The  endothelium  of  the  liver  capil- 
laries may  contain  much  pigment  (see  Fig.  313,  p.  543),  while  the  lumina 
of  the  capillaries  may  be  stuffed  with  plasmodia  in  various  stages  of  de- 
velopment. The  kidneys  may  show  albuminous  degeneration,  and  while 
the  intertubular  capillaries  may  be  filled  with  pigmented  leucocytes 
there  is  not,  as  a  rule,  a  great  accumulation  of  plasmodia  in  the  vessels. 
A  moderate  diffuse  nephritis  is  occasionally  seen.  The  capillaries  of  the 
mucosa  of  the  stomach  and  the  intestines  may  be  filled  with  parasites  in 
cases  with  choleraic  symptoms,  and  there  may  be  a  considerable  amount 
of  necrosis  in  the  epithelium  of  the  mucosa  of  the  intestines.  The  bone 
marrotc  usually  contains  large  numbers  of  the  plasmodia,  chiefly  seg- 
menting forms.  A  good  deal  of  pigmentation  is  present,  and  an  active 
phagocytosis  is  carried  on,  mainly  by  the  giant -cell  macrophages  present- 
in  the  marrow.  Orescentic  organisms  may  be  present  in  the  marrow 
even  if  these  have  not  been  present  in  the  blood  during  life. 

The  spleen  is  increased  in  size,  the  pulp  is  softened  and  very  dark, 
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the  Malpighian  bodies  are  not  well  marked.  Microscopically,  the  orgau 
is  greatly  congested ;  many  of  the  red  cells  are  invaded  by  the  Plasmodia 
which  are  often  in  the  segmenting  stage.  There  is  a  very  active  phago- 
cytosis by  the  macrophages  present,  often  so  extensive  as  to  include  the 
red  cells  with  their  contained  parasites. 

In  the  chronic  cases  the  patient  may  become  extremely  ansemic  with 
nucleated  red  cells  in  the  blood  and  a  great  reduction  in  the  number  of 
erythroblasts.  The  spleen  is  greatly  enlarged,  the  capsule  thickened  and 
adherent  to  the  surrounding  tissues.  The  cut  section  of  the  organ  is  of 
a  dark  brown  or  slaty  black  from  the  deposit  of  pigment.  The  Mal- 
pighian bodies  are  well  marked.  The  fibrous-tissue  trabecule  are 
thickened,  as  is  the  reticulum  of  the  pulp ;  the  pulp  cells  are  pigmented. 
The  liver  shows  a  marked  pigmentation,  especially  in  the  endothelium 
of  the  capillaries  and  in  the  so-called  peri  vascular  cells  described  by 
Kupffer,  while  occasionally  there  is  a  moderate  amount  of  new  connec- 
tive tissue,  which,  however,  does  not  follow,  as  a  rule,  the  anatomical 
distribution  of  the  connective  tissue  in  the  usual  atrophic  cirrhosis.  In 
chronic  poisoning  the  kidneys  may  show  a  chronic  diffuse  nephritis.  The 
bone  marrow  may  remain  fairly  normal  except  for  the  deposition  of  pig- 
ment, or  there  may  be  seen  a  marked  hyperplasia  with  replacement  of 
the  normal  fatty  marrow  of  the  shafts  of  the  long  bones  with  red  marrow 
containing  normoblasts  or  even  megaloblasts,  if  the  disease  has  been  long- 
continued  and  severe. , 


Methods  of  Examination  of  the  Blood. 

There  are  two  methods  of  examining  the  blood  for  plasmodia,  in  fresh  preparations 
and  in  stained  smears.  Both  require  considerable  training,  as  the  artefacts  produced  by 
imperfect  technique  have  often  been  mistaken  for  organisms. 

The  Examination  of  Fresh  Blood. — To  examine  the  fresli  blood,  a  puncture  is 
made  in  the  pulp  of  the  finger  and  a  perfectly  clean  cover-glass  just  touched  to  the  top 
of  the  drop  of  blood  which  exudes  from  the  puncture.  The  cover  is  then  dropped 
without  pressure  on  a  clean  slide.  The  diameter  of  the  drop  on  the  cover-glass  should 
never  exceed  2  mm.,  because  if  more  be  taken  the  corpuscles  cannot  spread  out  in  a  per- 
fectly thin  layer,  but  will  overlap  each  other  and  the  preparation  will  be  useless.  The 
search  for  the  organism  should  be  made  with  a  one-twelfth  oil-immersion  lens  and  a 
moderate  illumination.  The  organisms  are  best  recognized  by  the  actively  motile  pig- 
ment in  the  clear,  highly  refractile  cell  body. 

The  Examination  of  Blood  After  Fixation. — If  the  examination  cannot  be 
made  at  once,  stained  preparations  may  be  made.  The  smear  should  be  made  on  a  slide 
or  large  cover-glass.  It  is  best  fixed  in  a  mixture  of  formalin  and  strong  alcohol  for 
one  minute.  The  proportions  are  2  c.c.  of  a  ten-per-cent  solution  of  formalin  to  100  c.c. 
of  strong  ethyl  alcohol.  The  organisms  are  most  easily  found  and  studied  in  prep- 
arations colored  with  thionin.  The  formula  for  the  stain  is  20  c.c.  of  a  saturated  solu- 
tion of  thionin  in  fifty-percent,  alcohol,  added  to  100  c.c.  of  two-percent  aqueous  so- 

1  A  general  bibliography  of  malaria  to  1895  is  coutained  in  the  excellent  monograph 
of  Thayer  and  Hewetmn,  "The  Malarial  Fevers  of  Baltimore,"  Johns  Hopkins  Hospital 
Reports,  vol.  v.,  1895.  The  more  recent  literature,  especially  that  relating  to  the  de- 
velopment of  the  organisms  in  the  mosquito,  is  in  Marchtafava  and  Bignami,  article 
"Malaria"  in  "Twentieth  Century  Practice,"  New  York,  1900,  and  also  Luhe,  "Neuere 
Sporozoenforschung,"  Centralbl.  f.  Bakt.,  Bd.  xxvii.  and  xxviii.,  1900. 
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lution  of  carbolic  acid.  The  stain  requires  several  days  to  ripen  and  then  keeps  indefi- 
nitely. Its  action  is  rapid,  requiring  only  about  fifteen  seconds  to  color  the  malarial  or- 
ganisms deeply. 

To  demonstrate  the  nuclear  chromatin  of  the  malarial  parasites  it  is  necessary  to  use 
special  stains,  the  most  useful  being  a  modification  of  that  originally  devised  by  Roma 
nowski  for  this  purpose.1  Two  staining  substances  are  necessary:  (1st)  a  one-per-cent 
aqueous  eosin  solution;  and  (2d)  a  one-per-cent  polychrome  methylene  blue  solution. 
The  latter  is  made  by  heating  one-percent  methylene  blue  dissolved  in  one-half  per 
cent  sodium  carbonate  solution  to  55°  C.  for  two  davs.  At  the  end  of  this  time  certain 
decomposition  products  of  the  methylene  blue  are  formed,  which  have  the  power  of 
staining  the  chromatin  of  the  Plasmodium.  The  staining  mixture  is  made  as  required, 
by  adding  two  to  three  drops  of  the  eosin  solution  to  2  c.c.  of  water,  then  adding  the 
polychrome  blue,  drop  by  drop,  until  the  red  of  the  eosin  is  only  faintly  visible.  The 
blood  smear,  which  has  been  fixed  in  either  ethyl  or  methyl  alcohol,  is  laid  face  down 
in  the  mixed  dye  to  prevent  the  precipitate  from  adhering  to  the  preparation,  and  is 
left  for  from  five  to  ten  minutes.  Wash  in  water,  dry,  and  examine  with  an  oil-im- 
mersion lens. 

THE  INFECTIOUS  DISEASES  OF  ANIMALS. 

The  study  of  comparative  pathology  is  of  great  and  increasing  importance,  and 
already  much  light  has  been  thrown  on  the  nature  of  human  diseases  by  the  study  of 
the  diseases  of  the  lower  animals. 

While  this  is  true  of  pathology  in  general,  it  is  of  especial  significance  in  the  study 
of  the  infectious  diseases  of  the  lower  animals,  not  only  as  they  occur  spontaneously, 
but  also  in  fields  of  experimental  research. 

The  scope  of  the  book  does  not  permit  of  a  more  than  occasional  reference  to  animal 
diseases,  but  the  reader  may  consult :  Nocard  and  JjecUnnche,  "  Les  Maladies  Microbiennes 
des  Animaux,"  Paris,  1898.  and  Frieberger  and  Fivhntr,  u  Lehrbuch  der  speciellen  Patho- 
logic und  Therapie  der  Hausthiere,"  1896. 

Consult  also  the  files  of  Lubarsch  and  Ostertag,  "Ergebnisse  der  allgemeinen  Aetio- 
logie  der  Menschen-  und  Thierkrankheiten." 
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For  a  fuller  treatment  of  the  themes  considered  in  this  chapter  the  reader  uay  con- 
sult among  the  larger  works: 

Fluyge,  "Die  Mikroorganismen,"  1896.  This  is  in  many  respects  the  best  general 
work. 

Mace,  **  Bacteriologie, "  1901.     Has  recent  bibliography,  especially  the  French. 

Among  the  smaller  works  may  be  mentioned: 

Muir  and  Ritchie,  "Manual  of  Bacteriology,"  1899.     This  is  an  excellent  epitome. 

Abl*>tt,  **  Principles  of  Bacteriology."  Ksi>eeially  g<u>d  as  a  working  laboratory 
manual. 

Park,  "Bacteriology  in  Medicine  and  Surgery."  1899.  Presents  certain  hygienic 
and  public- health  aspects  of  the  subject. 

Wurtz,  "  Precis  de  Bacteriologie  clinique."  Summarizes  the  micro-organisms  which 
have  Imm'ii  found  in  various  lesions. 

HuvpjM.  "Principles  of  Bacteriology."  English  translation  by  Jordan,  1899,  is  an 
admirable  general  treatment  of  the  subject,  based  upon  a  scientific  rather  than  upon 
the  traditional  conceptions  of  the  relationships  of  bacteria  to  disease. 

Liilninwh  ami  (fotertag'*  "  Ergebnisse  der  allg.  Aetiologie  der  Menschen-  u.  Thier- 
krankheiten  "  contains  valuable  resumes  and  bibliography,  issued  yearly. 

A  large  part  of  the  record  of  recent  study  is  widely  scattered  in  monographs  and 
journals. 

1  Soeht,  Centralbl.  f.  Bakt.,  Bd.  xxv.,  1899,  p.  764. 


CHAPTER  IX. 

TUMORS. 
The  Nature  and  Characters  of  Tumors  in  General. 

The  word  tumor,  which  was  originally  applied  to  any  swelling,  has 
become  more  and  more  strictly  limited  in  meaning  until  it  is  now  com- 
monly used  to  designate  certain  more  or  less  circumscribed  new  tissue 
growths  or  neoplasms.  But  the  formation  of  new  cells  and  new  tissues 
is  of  such  common  occurrence  under  normal  as  well  as  under  various  ab- 
normal conditions  that  it  is  desirable  for  us  to  fix  if  possible  upon  some 
features  by  which  the  tissue  growths  called  tumors  may  be  distinguished 
from  other  normal  or  abnormal  new-formed  tissues.  In  the  first  place 
tumors,  like  all  tissues  formed  in  the  body  after  embryonic  life,  are  pro- 
duced by  the  proliferation  of  cells  of  normal  types,  each  of  its  kind. 

It  would  be  well  in  this  connection  to  remember  that  a  given  cell  of 
whatever  type,  be  it  of  connective  tissue,  muscle,  gland,  or  nerve,  can 
fully  maintain  the  characters  of  its  type  only  so  long  as  the  conditions 
of  its  life  do  not  greatly  differ  from  those  under  which  by  adaptation  to 
environment  the  type  was  finally  fixed.  The  characters  of  cells  are 
largely  shaped  by  heredity,  and  these  characters  are  maintained  with 
great  tenacity,  but  both  in  form  and  function  cells  may  be  largely  swayed 
by  external  influences.  The  marks  of  departure  from  the  type  in  cells 
subjected  to  an  unusual  environment  may  be  evident  when  expressed  in 
form  or  structure,  and  sometimes  in  function,  but  it  is  well  not  to  forget 
that  even  our  most  refined  methods  of  study  of  cells  leave  by  far  the 
greater  part  of  their  metabolic  performances  wholly  in  the  dark,  while 
we  seem  as  yet  to  be  only  on  the  threshold  of  knowledge  of  their  structu- 
ral details. 

These  considerations  are  especially  important  in  the  study  of  tumors 
as  of  all  new  tissue  formations,  because  the  key  to  our  understanding  of 
these  lies  largely  in  the  appreciation  of  the  fact  that  every  cell  in  the 
differentiated  tissues  comes  from  a  cell  of  the  same  type.  But  this, 
which  is  sometimes  called  the  principle  of  legitimate  succession  in  cells, 
assumes  that  the  conditions  under  which  the  life  of  the  new  cell  is  main- 
tained shall  not  depart  too  widely  from  the  normal,  that  is,  the  usual. 
The  bearing  of  this  limitation  will  be  evident  as  we  proceed  in  our  study 
of  tumors. 

The  capacity  for  cell  proliferation  is  most  marked  in  the  embryo  and 
during  the  earlier  periods  of  individual  life.     When  the  body  attains  its 
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development,  the  power  of  cell  reproduction,  as  we  have  seen — see  Re- 
generation, p.  98 — is  largely  limited  to  special  forms  of  tissues,  such  as 
connective  tissue,  the  blood,  and  certain  kinds  of  epithelium.  This 
constant  normal  regeneration  makes  good  the  wear  and  tear  of  normal 
cell  life.  But  here  the  capacity  for  multiplication  in  the  cells  is  closely 
confined  to  the  requirements  of  the  body.  A  definite  physiological  con- 
trol is  evident,  similar  in  character  to  that  under  which  in  normal  devel- 
opment the  amount  of  new  tissue  is  limited  and  its  adaptation  to  the 
organism  as  a  whole  secured. 

Under  normal  conditions,  furthermore,  there  may  be  a  very  large 
new  formation  of  tissue  under  special  physiological  excitation,  as  in  the 
mammary  gland  and  the  uterus  in  pregnancy.  But  here  also  the  charac- 
ter and  amount  and  the  functional  capacity  of  the  new  tissue  are  strictly 
limited  and  subservient  to  the  welfare  of  the  individual. 

Let  us  now  turn  from  these  normal  new  tissues  to  those  which  are 
abnormal.  We  have  already  seen,  especially  in  our  study  of  inflamma- 
tion, that  new  tissues  may  form  even  in  considerable  amount  under 
abnormal  conditions,  such  as  injury  with  subsequent  repair;  excessive 
functional  activity  as  in  various  hyperplasias ;  and  under  circumstances 
which  involve  a  special  and  little  understood  persistent  stimulus,  as  in 
interstitial  inflammations.  But  under  these  various  conditions  also  the 
tissue  growth  is  local,  typical  in  structure,  usually  limited  in  amount, 
and  in  most  cases  appears  measurably  to  accord  in  nature  and  distribu- 
tion with  the  maintenance  of  the  structural  integrity  and  general  welfare 
of  the  individual.  The  new  tissue,  in  other  words,  maintains  under  all 
these  varied  conditions  a  definitely  co-ordinated  relationship  to  the  body 
as  a  whole. 

While  it  is  as  yet  impossible  to  define  tumors  in  such  a  way  sis  abso- 
lutely to  distinguish  them  from  such  other  new  tissue  formations  as  we 
have  just  cited,  they  are  in  general  characterized  by  such  irregularity  in 
growth  both  in  structure  and  extent;  by  such  a  lack  of  relationship  to 
the  functional  requirements  of  the  individual,1  by  such  an  independence 
of  that  subtle  physiological  rest  mint  which  limits  cell  growth  and  pro- 
liferation in  the  normal  body,  that  their  distinguishing  character  is  per- 
haps best  indicated  by  the  word  autonomy,  or  by  the  more  striking  sug- 
gestions of  the  term  cell -anarchy.  The  autonomous  or  indei>endent 
character  of  tumors,  as  has  been  very  clearly  formulated  by  Thoma,  is 
especially  manifested  in  the  distinct  limitation  of  the  growth  at  the  start ; 
in  the  tendency  to  variation  in  the  structural  type;  in  various  functional 
aberrations  of  the  new  cells;  in  their  interference  by  compression  or 
otherwise  with  adjacent  parts;  in  their  proneness  to  multiply  through 
local  or  distant  transplantation  of  cells;  and  finally,  in  their  liability  to 
various  forms  of  degeneration  and  necrosis. 

The  reason  why  we  cannot  more  accurately  characterize  tumors  in 

1  An  example  of  a  certain  physiological  independence  in  tumors  is  seen  in  lipomata, 
in  which  a  large  amount  of  fat  tissue  may  persist  in  an  ill-nourished  individual  whose 
fat  has  otherwise  almost  wholly  disappeared;  or  in  myomata  of  an  extremely  atrophied 
uterus. 
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distinction  from  other  new  tissue  formations  is  chiefly  because  we  do  not 
yet  know  what  are  their  immediate  excitants.  To  this  subject  we  shall 
presently  return,  but  we  must  first  look  at  the  general  characters  of 
tumors. 

Tissue  Types  in  Tumors. — Tumors,  as  we  have  seen,  are  composed  of  the 
same  types  of  tissue  as  those  normally  existing  in  the  body,  and  from 
the  latter  they  are  derived  by  a  proliferation  of  pre-existing  cells.  Thus 
tuinors  of  the  connective-tissue  type  originate  in  connective-tissue  cells, 
of  the  epithelial-tissue  type  in  epithelium,  of  muscle  in  muscle,  ete. 

Tumors  are  not  only  analogous  to  the  normal  tissues  of  the  body  in 
structure,  but  their  life  history  is  manifested  under  the  same  general 
laws  of  nutrition,  growth,  reproduction,  etc.  They  are  supplied  with 
blood-vessels  which  grow  into  them  from  adjacent  healthy  parts,  just  as 
these  do,  for  example,  into  granulation  tissue,  so  that  they  may  Anally 
possess  a  more  or  less  independent  vascular  system  of  arteries,  capil- 
laries, and  veins.     They  have  lymph- vessels  and  some  of  them  nerves.1 

While  the  cell  divisions  by  which  tuinors  grow  exhibit  in  general  the 
same  minute  phenomena  as  does  cell  division  in  normal  tissues  (see  page 
95),  abnormal  mitosis  is  frequent.  Thus  it  may  be  multipolar ;  the 
chromatic  substance  may  present  great  irregularity  in  form  and  amount 
(Fig.  30,  page  97 ) ;  there  may  be  incomplete  nuclear  division,  or  the  new 
nuclei  may  vary  in  size  and  form.  While  all  these  abnormalities  may 
occur  in  the  new  tissue  formations  and  may  be  experimentally  incited, 
they  are  unusually  frequent  in  certain  tumors  and  mark  one  of  the  ways 
in  which  the  lawlessness  of  tumor  growths  is  manifested. 

Degenerative  and  Destructive  Processes  in  Tumors. — Tumor  tissues  are 
subject  to  the  same  degenerative  changes  as  other  tissues;  they  may 
become  fatty  or  calcified,  ulcerated,  gangrenous,  pigmented,  etc.  By 
necrosis  a  tumor  may  be  largely  destroyed,  though  complete  obliteration 
rarely  occurs  in  this  way.  They  are  liable  to  undergo  the  ordinary  in- 
flammatory changes,  granulation  tissue  may  form  in  them,  and  abscesses 
and  cicatrices. 

The  rapidity  of  growth  of  tumors  varies  greatly ;  some  grow  very 
slowly  indeed  and  may  change  but  imperceptibly  in  size  and  appearance 
for  years,  while  others  grow  so  fast  that  they  do  not  acquire  solidity,  and 
their  elements  remain  in  an  incompletely  developed  condition  and  are 
thus  more  liable  to  destructive  changes  than  are  normal  tissues.  In 
healthy  tissues  the  blood-vessels  are  supported  by  surrounding  elements, 
which  aid  them  in  sustaining  the  blood  pressure  from  within.  In  rap- 
idly growing  tumors  this  external  support  is  often  lacking,  and,  as  the 
walls  of  the  blood-vessels  are  themselves  often  badly  formed,  the  result 
is  that  the  walls  are  apt  to  become  pouched  or  aneurismal,  and  they  often 
burst,  giving  rise  to  larger  or  smaller  interstitial  haemorrhages. 

Shape,  Size,  and  Modes  of  Extension  of  Tumors. — Tumors  have  various 
shapes:  nodular,  tuberous,  fungoid,  polypoid,  papillary,  dendritic,  etc. 

'For  a  study  of  nerves  in  tumors  see  Young,  Jour.  Exp.  Med.,  vol.  ii.,  p.  1,  1897, 
bibliography. 
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Tumors  may  occur  singly  or  in  greater  or  leas  numbers  in  the  same  or 
in  different  parts  of  the  body.  If  they  be  multiple  they  may  have  oc- 
curred simultaneously  or  at  different  times  as  independent  structures. 
Or,  multiple  tumors  may  occur  as  the  result  of  the  dissemination  in  the 
body,  from  a  primary  tumor,  of  cells  which  form  a  starting-point  for 
new  tumors.  Many  tumors  are  sharply  circumscribed,  may  be  even  en- 
capsulated, and  influence  surrounding  parts  only  by  the  pressure  which 
they  exert  upon  them.  In  this  way  they  may  cause  displacement,  atro- 
phy, or  necrosis;  they  may,  by  pressure  on  neighboring  vessels,  induce 
oedema,  thrombosis,  etc. ;  they  may  in  the  same  way  lead  to  dislocation 
and  caries  of  bones. 

Tumors  may  grow  largely  by  increase  of  elements  within  them,  thus 
simply  expanding;  this  is  called  central  groicth.  They  may  grow  in  part 
or  largely  at  the  surf  ace — peripheral  groicth.  In  this  case  the  growth  may 
be  a  direct,  continuous  enlargement  of  the  mass  at  or  near  the  periphery, 
or  it  may  be  by  the  formation  of  secondary  nodules  near  the  primary 
growth,  which,  gradually  enlarging,  finally  coalesce  with  the  latter, 
forming  a  part  of  the  nodular  tumor.  This  mode  of  enlargement  is 
called  discontinuous  peripheral  groicth,  and  is  due  to  the  dissemination  of 
cells  from  the  mother  tumor  into  the  adjacent  tissue  through  the  blood 
or  lymph  channels,  and  thei-  proliferation  at  the  points  of  lodgment. 
This  dissemination  may  occur  by  the  agency  of  blood  or  lymph  currents 
or  by  the  amoeboid  movements  of  the  cells.  Those  new  cells  formed  in 
tumors  which  are  characteristic  of  the  growth  are  all  descendants  of  the 
cells  in  which  the  neoplasm  starts  and  maintain  their  general  type.  But 
the  old  tissue  of  tin*  part  in  which  the  tumor  grows  may  remain  with  its 
vessels  and  form  a  matrix  whose  interstices  are  filled  with  the  new  tumor 
tissue;  or,  the  old  tissue  may  furnish  the  starting-point  for  a  new  growth 
of  a  fibrous  and  vascular  nutrient  and  sustaining  stroma. 

Metastasis  of  Tumors. — All  tumors  are  not  limited,  as  we  have  seen,  to 
that  part  or  region  of  the  body  in  which  they  first  occur.  Sooner  or  later 
secondary  nodules  resembling  the  first  may  be  found  in  distant  parts  of  the 
body,  sometimes  singly,  sometimes  in  great  numbers.  These  may  grow 
like  the  parent  tumor,  and  themselves  form  foci  for  new  disseminations. 

This  dissemination  of  tumors  is  one  of  the  most  important  elements 
of  malignancy,  and  is  called  metaxtaxiH,  the  secondary  tumors  being  called 
metastatic  tit  morn.  This  occurs  by  the  transportation  of  tumor  cells 
through  the  blood  or  lymph  channels.  Since  the  tumor  itself  may  con- 
tain new  and  badly  formed  blood  and  lymph  vessels,  and  its  structures 
be  in  close  contact  with  the  vessels  of  the  tissue  in  which  it  grows,  the 
cells  of  the  primary  tumor  may,  by  ulceration  through  or  by  atrophy 
of  the  walls,  readily  find  their  way  into  the  lumen  of  the  vessels  and  be 
swept  away  by  currents  as  emboli,  and,  finding  lodgment,  proliferate 
and  grow,  forming  secondary  tumors;  or  the  proliferation  may  occur  in 
the  vascular  endothelium  itself,  when  the  formation  of  emboli  is  easy  to 
understand.  When  carried  through  the  lymph  vessels  the  tumor  cells 
may  for  some  time  be  kept  from  the  larger  channels  and  from  general 
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dissemination  by  lodgment  in  the  lymph-nodes,  where  they  may  estab- 
lish independent  tumors. 

The  tumors  in  which  metastasis  is  most  apt  to  occur  are,  as  a  rule, 
those  which  grow  rapidly,  are  vascular  and  succulent,  and  contain  many 
cells.  The  parts  of  the  body  in  which  metastatic  tumors  are  most  apt  to 
form  depend,  of  course,  upon  the  situation  of  the  primary  tumor  and  the 
distribution  of  the  vascular  channels  through  which  dissemination  occurs. 

Metastasis  affords  one  of  the  most  noteworthy  examples  of  the  great 
proliferative  capacity  of  the  cells  of  malignant  tumors.  For  in  the  me- 
tastasis of  normal  tissue  cells,  such  as  not  infrequently  occurs  after  inju- 
ries to  the  bones  or  the  liver,  for  example — the  so-called  parenchyma 
cell  emboli — the  transported  cells  invariably  soon  die  and  are  disposed 
of  its  foreign  bodies.  But  the  exalted  proliferative  capacity  of  detached 
tumor  cells  enables  them  in  spite  of  adverse  conditions  to  establish  and 
maintain  fresh  foci  of  vigorous  tissue  growth. 

The  Malignancy  of  Tumors, — Not  less  variable  than  the  size,  mode  of 
growth,  and  structure  of  tumors  is  their  significance  in  the  organism. 
It  is  customary  to  classify  tumors,  for  practical  purposes,  as  malignant 
and  benign,  and  for  a  long  time  malignant  tumor  and  cancer  or  carcinoma 
were  synonymous  terms.  Now  we  know  that  other  tumors  as  well  as  car- 
cinomata  are  malignant,  and,  furthermore,  contrary  to  the  former  belief, 
that  malignancy  does  not  depend  upon  any  specific  extracellular  agent  in 
the  tumor.  By  the  malignancy  of  a  tumor  is  not  meant  merely  the  grav- 
ity of  its  presence,  for  a  simple  fat  tumor,  by  pressing  on  the  trachea, 
may  lead  to  suffocation,  and  any  tumor  may  secondarily  cruise  death  by 
haemorrhage.  The  real  elements  of  malignancy  in  a  tumor  are:  1. 
Invasion  of  adjaceut  tissues  by  eccentric  or  peripheral  growth.  2.  The 
tendeucy  to  local  recurrence  after  removal.  3.  The  formation  of  metas- 
tases. 4.  An  interference  with  the  nutrition  and  general  well  being 
of  the  body,  which  may  give  rise  to  a  condition  known  as  cachexia. 
The  modes  of  invasion  of  surrounding  tissues  and  the  formation  of  me- 
tastases have  been  considered  above.  The  tendency  to  local  recurrence 
after  removal  is  probably,  in  most  cases,  due  to  the  incomplete  removal 
of  the  peripheral  infiltrating  cells.  These  may  be  very  few  in  number 
and  lacking  in  characteristic  structural  features,  but  are  none  the  less 
endowed  with  the  capacity  of  proliferation  and  development  into  a  new 
and  similar  tumor  at  or  near  the  seat  of  the  one  extirpated.  The  infil- 
trating peripheral  cells  may  remain  dormant  for  a  long  time  after  an 
operation,  or  may  immediately  commence  to  grow.  But  the  mere  fact 
that  a  second  tumor  develops  in  the  place  of  one  removed  does  not  imply 
malignancy,  since  this  may  result  from  a  continuance  of  the  conditions 
which  induced  the  first. 

The  drain  upon  the  system  by  the  rapid  growth  of  a  tumor,  together 
with  the  absorption  from  it  into  the  body  of  deleterious  putrefactive  ma- 
terials, from  sloughing,  ulceration,  and  degeneration,  or  the  occurrence 
in  it  of  local  infection  with  various  micro-organisms  may  give  rise  to 
fever  and  other  constitutional  disturbances.     Or,  the  tumor  may  induce 
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feebleness,  amemia,  and  that  general  impairment  of  the  nutritive  func- 
tions of  the  body  known  as  cachexia.  This  condition  is  frequently  ren- 
dered worse  by  the  mental  status  of  the  patient  in  the  presence  of  such 
a  traditional  object  of  alarm. 

It  should  be  remembered,  however,  that  so  long  as  they  are  localized 
and  have  not  undergone  degenerative  changes,  even  the  most  malignant 
tumors  do  not  usually  give  rise  to  a  cachexia,  since  the  drain  upon  gen- 
eral nutrition  by  their  simple  growth  is  not,  under  ordinary  conditions, 
very  great.  When  the  system  is  deteriorated  by  the  absorption  of  septic 
materials  from  tissue  degeneration,  however,  this  may  become  a  very 
important  factor. 

This  condition  of  cachexia,  so  evidently  secondary  to  the  growth  and 
degeneration  of  the  tumor,  was  formerly  termed  a  dyserasia  or  diathesis, 
and  was  supposed  to  precede  and  induce  the  growth  of  malignant  tumors, 
particularly  cancers. 

It  is  further  to  be  noted  that  the  fragments  of  tumors  which  have 
found  access  to  the  vessels  may  act  as  simple  emboli  leading  to  immediate 
death,  or,  if  infected,  may  incite  metastatic  abscesses. 

It  was  formerly  supposed  that  the  cells  of  malignant  tumors,  particu- 
larly of  carcinomata,  had  a  charact eristic  structure  and  appearance,  and 
that  by  the  examination  of  single  or  of  a  few  separated  cells  the  nature 
of  the  tumor  could  be  determined.  From  the  above  considerations  it 
will  be  evident,  since  all  tumor  cells  have  their  prototypes  in  the  normal 
body,  that  there  is  nothing  pathognomonic  in  the  appearances  of  single 
cells.  It  is  by  a  study  of  the  general  structure  and  of  the  topography 
of  tumors,  as  well  as  of  the  characters  of  the  individual  cells,  that  we  are 
enabled  to  determine  their  nature.  And  even  then  we  must  often  bring 
to  our  aid  the  clinical  history  and  gross  apj>earances  of  the  growth  be- 
fore a  definite  conclusion  can  be  reached.  We  may  indeed  sometimes, 
aided  by  the  clinical  history  or  gross  appearances,  be  able,  by  the  micro- 
scopical examination  of  scrapings  from  a  tumor  or  of  fluids  from  an 
internal  cavity  in  which  it  is  growing,  to  form  a  reasonable  conjecture 
regarding  its  nature.  As  a  rule,  the  peripheral  portions  of  the  more 
rapidly  growing  tumors  are  l>est  adapted  for  microscopical  examination, 
because  hen*  secondary  degenerative  changes  are  less  likely  to  have  oc- 
curred than  in  the  central  parts. 

The  Transplantation  of  Tumors. — In  view  of  the  frequency  with  which 
fresh  foci  of  tumor  cell  growth  are  established  in  the  same  individual  by 
metastasis,  by  transplantation  over  serous  surfaces,  or  on  apposed  mucous 
membranes,  and  stimulated  by  the  few  recorded  cases  in  which  tumors 
seem  to  have  l>een  incited  in  another  individual  through  transference  of 
the  cells  by  contact,  it  is  not  surprising  that  a  great  deal  of  experimental 
work  has  Ikmmi  done  upon  the  artificial  transference  of  tumors  by  various 
forms  of  grafts  or  transplantations  from  man  to  the  lower  animals  and 
from  animal  to  animal  both  within  and  without  the  limits  of  species. 

The  scope  of  this  work  does  not  permit  a  review  of  these  interesting 
researches.     But  it  may  be  said  in  general  that  they  have  been  almost 
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always  unsuccessful  save  in  a  very  few  instances,  within  the  limits  of  the 
same  animal  species,  and  even  here  the  new  growths  at  the  seat  of  trans- 
plantation have  been  usually  transitory  or  of  doubtful  character.  The 
transferred  tumor  tissue  is  usually  absorbed  as  foreign  bodies  commonly 
are,  and  the  new  tissue  growths  which  have  been  not  infrequently  de- 
scribed are  apparently  for  the  most  part  of  inflammatory  nature. 

We  are  forced  in  all  these  experiments  to  recognize  subtle  physiologi- 
cal conditions  peculiar  to  even  closely  related  species  of  animals  without 
which  their  cells  cannot  flourish  or  long  exist.  Grafts  of  healthy  tissue 
from  individuals  of  the  same  species,  especially  of  epithelium,  may  in- 
deed, as  is  well  knowu,  grow  for  a  time  and  form  foci  of  abundant  new 
cell  production ;  but  in  such  cases  the  new  tissue  is  strictly  subordinated 
to  the  physiological  requirements  of  the  host  and  does  not  assume  the 
characters  of  an  autonomous  neoplasm. ! 


The  Etiology  of  Tumors. 

The  etiology  of  tumors  is  one  of  the  most  complex  and  in  many  ways 
difficult  subjects  in  general  pathology,  and  with  the  limitations  which 
the  character  of  this  work  imposes  we  can  touch  only  briefly  upon  some 
of  its  more  important  aspects,  referring  to  more  extended  works  and  to 
monographs  for  a  vast  amount  of  statistical  and  experimental  data,  as 
well  as  for  the  many  more  or  less  plausible  hypotheses  which  have  been 
framed  in  the  attempts  to  comprehend  these  anomalous  manifestations 
of  cell  energy. 

General  Conditions. — We  shall  first  consider  some  of  the  general  con- 
ditions which  seem  to  have  a  bearing  upon  the  occurrence  of  tumors. 

Age. — While  it  may  be  said  in  general  that  tumors  are  most  frequent 
in  adult  and  advanced  life,  it  is  noteworthy  that  tumors  of  the  connective- 
tissue  type  are  apt  to  develop  earlier,  while  the  epithelial  tumors  are 
more  frequent  in  the  later  periods.  Thus,  in  one  thousand  and  sixty- 
three  cases  of  epithelial  tumors  analyzed  by  Gal  lard,  only  six  occurred 
in  the  first  ten  years  of  life.  The  most  common  situation  of  tumors  dif- 
fers also  in  the  young  and  in  the  old.  Thus,  in  the  earlier  years,  as 
statistics  show,  the  most  frequent  seat  of  tumors  is  the  eyes  and  their 
adnexa,  the  kidneys,  bones,  aud  testicles;  whereas  in  adults  and  the  aged, 
the  stomach,  uterus,  liver,  and  mamma  are  most  commonly  involved. 

Sex. — Sex  is  also  a  significant  factor  in  the  development  of  tumors, 
especially  of  those  which  are  malignant.  Thus,  in  general,  it  may  be 
said  that  the  statistics  indicate  malignant  tumors  to  be  about  twice  as 
frequent  in  females  as  in  males.    This  proportion,  however,  does  not  hold 

1  The  results  of  experimental  transplantation  of  tumors  have  been  well  summarized 
— with  bibliography — by  Menetrier  in  Bouchard's  "Traite  de  Pathologic  generale. "  vol. 
iii.,  Partii.,  p.  752;  also  by  Sailer,  Am.  Jour.  Med.  Sciences,  vol.  cxx.,  p.  190,  1900.  bibl. 
See  further  Aichol*,  Jour.  Boston  8oc.  Med.  Sciences,  vol.  v.,  p.  34,  1900.  Consult  also 
for  the  results  of  the  transplantation  of  embryonal  cells  in  the  adult  animal's  body. 
Birch-Ilirschfeld  and  Garten,  Ziegler's  Beitrage,*Bd.  xxvi.,  p.  132,  1899,  bibliography. 
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good  for  tumors  of  the  individual  organs.  For  example,  tumors  of  the 
stomach  and  of  the  tongue  and  lips  are  more  frequent  in  men  than  in 
women.  On  the  other  hand,  tumors  of  the  breast  are  far  more  common 
in  women  than  in  men. 

Heredity. — While  the  influence  of  heredity  is  difficult  to  estimate  ac- 
curately, there  are  a  few  well -authenticated  instances  of  the  remarkable 
prevalence  of  malignant  tumors  in  families  within  a  few  generations. 
The  general  facts,  however,  are  not  so  striking.  The  statistics  of  Wil- 
liams showed  that  in  two  hundred  and  thirty-five  cases  of  carcinoma  of 
the  uterus  or  breast,  about  nine  per  cent,  gave  a  history  of  carcinoma  in 
father  or  mother,  while  in  nearly  twenty  per  cent,  there  was  evidence  of 
carcinoma  in  the  family.  In  the  estimates  of  other  observers,  the  hered- 
itary influence  seemed  evident  in  about  one-third  or  one-fourth  of  the 
cases.  It  is,  however,  instructive  in  this  connection  to  note  that  in  a 
study  by  Snow,  of  seventy -eight  healthy  persons  there  was  evidence  of 
carcinoma  in  the  family  in  about  one-fifth  of  the  cases. 

It  is  clear,  therefore,  that  while  such  statistics  are  suggestive  and  on 
the  whole  indicate  that  an  hereditary  predisposition  to  the  development 
of  tumors  may  exist,  this  does  not  in  any  way  account  for  the  immediate 
incitement  of  the  growth  of  tumors,  and  is  indeed,  sis  Men^trier  has  urged, 
but  one  of  many  examples  of  hereditary  predisposition  which  is  observed 
in  many  forms  of  disease,  such  as  infections,  cerebral  apoplexy,  etc. 

The  influence  of  climate,  food,  race,  and  social  condition  has  lieen  in- 
voked as  l>earing  upon  predisposition  to  the  growth  of  tumors;  but  the 
evidence  is  not  convincing  that  these  are  very  significant  in  etiology. 

Local  Predisposing  Factors. — When  we  turn  from  the  general  to  the  local 
conditions  bearing  upon  the  origin  of  tumors,  we  find  an  imposing  array 
of  instances  in  which  tumors,  and  especially  malignant  tumors,  follow 
local  injuries,  either  mechanical  or  toxic,  or  are  associated  with  chronic 
inflammatory  processes.  Bruises  or  contusions,  particularly  those  in- 
volving the  bones,  are  not  infrequently  followed  by  malignant  tumors, 
and  it  is  noteworthy  that  these  tumors  are  most  apt  to  be  of  the  connec- 
tive-tissue ty|>e — sarcoma,  osteo -sarcoma,  chondroma,  etc.  Epithelial 
tumors,  on  the  other  hand,  are  more  frequently  developed  at  the  seat  of 
repeated  injury  or  long-continued  irritation.  Thus,  epitheliomata  are 
common  in  the  mouth,  near  a  rough  ulcerated  tooth,  on  the  lips  of  pi]>e 
smokers,  at  the  edges  of  chronic  ulcers,  on  the  skin  of  workers  ex  posed 
to  various  chemical  or  mechanical  irritants;  in  cicatrices;  at  the  orifices 
of  the  stomach  and  at  the  anus.  Finally,  the  frequent  occurrence  of  car- 
cinoma of  the  liver  with  cirrhosis,  though  less  easy  of  interpretation  than 
many  instances  of  the  association  of  tumors  with  chronic  inflammation, 
is  worthy  of  notice*  in  this  connection. 

Before  concluding  this  brief  survey  of  the  relationships  of  tumors  to 
trauma,  prolonged  irritation,  and  chronic  inflammation,'  it  may  be  wise 
to  remind  the  reader  that  undue  significance  should  not  l>e  attached  to 

1  For  an  intonating  study  of  the  relationship  of  trauma  to  malignant  tumor  forma- 
tion see  Bnucli.  Virchow's  Arch.,  Bd.  clxii..  p.  3*2.  1900,  bibliography. 
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this  occasional  association,  since  in  the  great  majority  of  cases  these 
conditions  are  not  followed  by  tumors,  nor,  furthermore,  has  it  ever  been 
possible  to  induce  genuine  tumors  experimentally  under  these  readily 
secured  conditions  in  animals.  The  bearing  of  trauma  upon  the  origin 
of  tumors  is  to  be  held  in  mind  in  estimating  the  influence  of  sex,  since 
males  are  in  general  more  liable  to  injuries  than  females. 

The  relatively  common  development  of  tumors  in  pigmented  and 
other  nsevi  of  the  skin  illustrates  the  significance  of  local  malformations 
as  predisposing  factors  in  the  origin  of  tumors.' 

Several  cases  have  been  recorded  in  which  through  injury  there  has 
been  a  mechanical  displacement  of  cells — heterotopia — from  which  in 
their  new  situation  tumors  have  developed.  These  cases,  which  have 
been  in  a  measure  paralleled  by  experiments  in  animals,  illustrate  an 
important  class  of  congenital  tumors,  often  cystic  in  character,  which 
arise  from  embryonal  cell  displacement,  or,  as  is  the  case  in  many  of  the 
tumors  of  the  neck  at  the  site  of  the  branchial  clefts,  from  an  imperfect 
closure  of  embryonal  openings. 

We  have  seen  that  such  evident  malformation  as  the  naevi  of  the  skin 
may  form  the  starting-point  of  malignant  tumors.  We  know  that  in 
many  cases  cells  or  tissues  or  parts  of  organs  displaced  during  embryonal 
life,  as  in  the  branchial  clefts  or  in  the  kidney,  may  later  develop  into 
tumors.  Cohnheim  has  gone  further  than  this  and  framed  an  hypothesis 
to  the  effect  that  all  true  tumors  are  due  to  faulty  embryonal  develop- 
ment. In  accordance  with  this  hypothesis,  cells  which  in  the  course  of 
the  development  of  the  body  may  be  displaced  or  become  superfluous  or 
do  not  undergo  the  usual  changes,  may  remain  for  long  periods  unaltered 
but  liable  in  later  life,  from  whatever  reason,  to  commence  growing  with 
all  the  potencies  of  lowly  organized  cells  in  the  midst  of  the  mature  tis- 
sues. The  noteworthy  influence  of  heredity  in  the  occurrence  of  some 
tumors,  the  congenital  nature  and  early  development  of  others,  their 
atypical  structure  in  general,  and  the  tendency  of  many  forms  to  occur 
in  situations  in  which  during  the  development  of  the  embryo  consider- 
able complexity  exists,  as  well  as  their  frequent  primary  multiplicity — 
all  of  these  characters  of  tumors  lend  considerable  plausibility  to  Cohn- 
heim ?s  hypothesis,  and  it  appears  to  be  applicable  in  certain  cases.  But 
it  still  lacks  a  morphological  basis,  since  no  one  has  seen  the  postulated, 
strayed,  or  dormant  embryonic  cells;  again,  it  by  no  means  follows  be- 
cause tumors  often  develop  at  the  seat  of  malformations  or  may  arise  in 
embryonal  heterotopias  that  all  tumors  are  thus  associated ;  and  finally, 
the  frequent  origin  of  epitheliomata  in  cells  which  have  been  formed  in 
adult  life,  in  cicatrices,  for  example,  is  evidence  that  this  hypothesis  is 
not  in  any  event  of  universal  application. 

1  It  should  be  remembered  that  many  of  the  complex  tissue  growths  often  reckoned 
among  tumors  and  called  teratomata  are  really  embryonic  rudiments  of  another  indi- 
vidual. While  such  rudimentary  embryos  may  be  large  and  present  such  diversity  and 
arrangement  of  tissue  as  to  render  the  character  of  the  growth  obvious,  they  may,  on 
the  other  hand,  be  very  simple  in  diameter,  as  in  some  of  the  so-called  dermoid  cysts. 
These  are  all  to  be  regarded  rather  as  mal  format  ions  thau  as  genuine  tumors. 
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We  have  now  reviewed  a  series  of  conditions  which  appear  more  or 
less  directly  to  bear  upon  the  origin  of  tumors;  general  conditions,  such 
as  age,  sex,  hereditary  influences,  etc. ;  local  conditions,  such  as  congen- 
ital or  acquired  malformations,  injuries,  long  continued  irritation,  or 
inflammatory  processes.  But  when  all  these  are  taken  into  the  account, 
we  do  not  appear  to  have  gained  a  definite  clew  to  the  immediate  actual 
excitant  of  the  new  growths.  Given  any  or  all  of  the  varied  predispo- 
nants,  why  do  the  cells,  which  under  any  of  these  favoring  conditions 
may  have  remained  long  inactive,  and  indeed  usually  do  so,  presently 
begin  to  proliferate  and  continue  this  new  activity  beyond  the  limita- 
tions of  structural  types  or  physiological  correlation!  It  would  api>ear 
that  either  there  are  external  excitants  of  cell  growth,  as  yet  unknown  to 
us,  which  suddenly  become  active,  or  else  we  are  face  to  face  with  the 
fundamental  problem  as  to  the  nature  of  the  normal  physiological  im- 
pulses to  cell  growth  and  proliferation'  and  the  restraining  influences  to 
which  these  are  subject. 

Micro-organisms  as  Excitants  of  Tumors. — It  is  not  surprising  that 
micro-organisms  should  have  been  thought  of  as  possibly  direct  excitants 
of  tumors,  especially  in  view  of  a  certain  crude  analogy  between  some 
phases  of  tumor  growth  and  metastasis  and  some  forms  of  infection  with 
metastasis.  Bacteria  of  many  kinds  have  in  fact  been  frequently  found 
in  tumors  of  many  sorts;  but  there  is,  in  the  opinion  of  the  writers,  no 
conclusive  reason  at  hand  for  the  belief  that  they  are  ever  of  any  signifi- 
cance save  sis  chance  contaminations  of  vulnerable  tissues  or  as  incitauts 
of  secondary  and  complicating  lesions. 

A  great  deal  has  recently  been  written  about  certain  structures  which 
are  not  infrequently  found  in  or  between  tumor  cells,  especially  in  the 
carcinomata,  and  have  been  hastily  assumed  to  be  parasites.  These  cell 
"inclusions"  art*  for  the  most  part  larger  or  smaller  rounded  bodies  (Fig. 
134);  with  or  without  nuclei;  sometimes  with  double  contours,  some- 
times not;  usually  sharply  outlined  against  the  cell  protoplasm  in  which 
they  lie;  often  crowding  the  nucleus  to  one  side,  often  situated  within 
the  nucleus,  or  apparently  replacing  it.  Some  of  them  are  invaginated 
epithelial  or  other  cells,  or  cell  nuclei  which  have  undergone  various 
degenerative  metamorphoses,  fragmentation,  etc. ;  some  of  the  question- 
able structures  appear  to  be  the  metamorphosed  nuclei  of  the  tumor  cells 
themselves.  They  may  be  single  or  there  may  be  several  in  a  cell. 
Similar  objects  are  to  be  found  in  other  than  tumor  tissues.  They  are 
readily  stained,  with  varying  degrees  of  intensity,  by  hiemotoxylin,  eosin, 
safranin,  or  fuchsiu.  There  is  in  the  writers'  opinion  no  evidence  either 
that  these  are  living  organisms  or  that  they  have  anything  to  do  with  the 
origin  of  tumors. 

While  coccidia  or  allied  organisms  with  which  these  bodies  have  been 
compared  are  capable  of  inciting  the  growth  of  a  small  amount  of  new 
connective  tissue  and  sometimes  of  epithelium,  such  growths  are  appar- 
ently inflammatory  in  character  as  are  those  other  new  tissue  formations 

1  Consult  the  section  on  Regeneration   p.  94 
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incited  by  the  tubercle  bacillus,  the  lepra  bacillus,  etc.,  which  have 
sometimes  been  classed  with  tumors  and  called  infectious  granulmnata. 
The  reader  is  referred  to  the  sections  dealing  with  the  nature  of  the 
inflammatory  processingeneral,  page  123,  and  to  the  introductory  section 
in  the  present  chapter  for  a  review  of  the  differences  in  the  conception 
of  the  inflammatory  processes  and  tumor  formation. 

Attention  has  recently  been  called,  in  connection  with  tumors,  to  cer- 
tain forms  of  yeasts  or  blastomycetes  as  excitants  of  new  tissue  growths, 
but  these  also  appear  to  be  inflammatory.  The  cultivation  of  yeasts  from 
the  tissues  of  malignant  or  other  tumoi-s  is  of  no  more  significance  than 
the  cultivation  of  bacteria  under  similar  conditions. 

The  nearly  uniform  failure  in  the  attempts  to  transplant  tumors  from 
one  species  of  animal  to  another,  and  the  absolute  failure  to  cultivate, 
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Fio.  134.—  Epithelial-Cell  "Inclusions"  in  Tfhoks. 
Showing  various  forma.    From  carcinoma. 

either  directly  or  by  inoculation,  any  constant  organisms  from  them 
which  are  capable  of  inducing  experimental  tumor  growths,  speak  with 
much  force  against  the  notion  of  the  parasitic  origin  of  malignant  tumors. 
Moreover,  the  great  diversity  in  character  and  in  the  inconstancy  of  oc- 
currence of  the  objects  which  have  been  regarded  as  of  possible  signifi- 
cance in  tumors,  greatly  diminishes  the  plausibility  of  the  claims  which 
have  been  made  for  them. 

It  is  much  to  be  regretted  that  mast  of  those  who  advocate  the  para- 
sitic nature  of  tumor  excitants  should  be  so  engrossed  with  the  alleged 
parasites  that  they  largely  ignore  the  dominant  characters  and  the  life 
history  of  the  tumors  themselves,  especially  of  malignant  forms,  and  the 
fundamental  distinctions  between  these  and  such  inflammatory  growths 
as  may  superficially  resemble  tumors  and  which  are  undoubtedly  often 
incited  by  various  kinds  of  micro-organisms. 

We  do  not  of  course  assert  that  tumors  cannot  be  incited  by  parasites, 
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but  at  present  it  seems  to  us  that  no  adequate  ground  exists  for  believing 
that  they  are.1 

It  is  indeed  not  improbable  that  a  local  predisposition  to  tumor 
formation  akin  in  nature  to  that  which  now  and  then  is  attributable  to 
trauma  may  be  occasionally  induced  by  micro-organisms.  But  this  it 
remains  for  future  researches  to  demonstrate. 

The  Complexity  of  the  Problem  of  the  Etiology  of  Tumors. — It  seems  to 
the  writer  that  to  seek  for  a  single  external  excitant  or  group  of  ex- 
citants for  the  aberrant  tissue  growths  which  we  call  tumors  is  to  ignore 
the  many  still  obscure  influences  which  are  at  work  in  all  tissue  growth, 
especially  those  physiological  agencies  which  foster  cell  proliferation  and 
tend,  under  the  influence  of  heredity,  to  specialization  in  form  or  func- 
tion. On  the  other  hand,  not  to  be  ignored  are  those  influences,  whether 
of  nutrition  or  pressure  or  exposure,  which  mould  the  cell  growth  under 
normal  conditions  into  fixed  and  useful  forms.  It  is  rather  a  matter  for 
surprise  that  ever-changing,  self- regenerating  living  tissue  does  not 
oftener  go  astray  in  its  activities  than  that  it  should  only  now  and  then 
do  so.  This  latter  somewhat  inverted  point  of  view  may  be  useful  in 
calling  away  the  attention,  in  discussing  the  etiology  of  tumors,  from  a 
too  close  regard  to  extraneous  factors,  and  directing  it  to  the  many  still 
unexplored  fields  in  cell  physiology  with  which  we  must  perhaps  become 
familiar  before  we  can  with  fair  hope  of  success  attack  the  serious  prob- 
lems of  both  the  excitation  and  the  prevention  of  tumors. 

No  adequate  conception  can  be  gained  of  the  complexity  of  the  prob- 
lem involved  in  the  origin  of  tumors  or  of  the  directions  in  which  the 
highest  promise  of  experimental  research  lies  without  a  recognition  of  the 
new  cell  lore  derived  from  a  study  of  the  lower  aud  simpler  forms  of  life.* 

The  more  commonly  accepted  and  time-honored  view  of  the  imme- 
diate excitation  of  tumors  is  that  they  are  due  to  some  stimulus — •'•  forma- 
tive stimulus " — by  which  the  proliferative  capacity  of  the  cells  is  in- 
creased. What  the  nature  of  this  postulated  stimulus  may  be  and  how 
it  is  brought  to  bear  upon  the  transformations  of  energy  which  through 
the  subtle  mechanism  of  the  cell  is  manifested  in  proliferation,  is  in 
nowise  clear,  nor  does  it  seem  likely  to  Income  so  until  we  gain  a  deeper 
insight  into  the  life  processes  of  the  cell  in  general.  It  is  possible  that 
recent  exj>eriments  (referred  to  on  page  106)  on  the  artificial  excitation 
by  chemical  substances  of  cell  proliferation  and  the  development  of  the 
embryo  in  certain  of  the  lower  animals  may  lead  to  a  wider  conception 
of  the  nature  of  the  conditions  under  which  tumors  are  formed. 

Then*  an*  obvious  alterations  in  the  character  of  the  cell  growth  in 
tumors  in  which  they  deviate  often  widely  from  the  norm.     It  has  been 

1  For  bibliography  relating  to  the  alleged  parasitic  excitants  of  tumors,  consult 
Gilrhrint,  Johns  Hopkins  Hospital  Reports,  vol.  i..  p.  332,  1H9G;  also  Park.  American 
Journal  of  the  Mmlical  Sciences,  vol.  cxv.,  p.  516,  1898.  For  an  interesting  resume  of 
the  factors  involved  in  the  origin  of  tumors  see  Adumi,  vol.  vii.,  pp.  309  and  343,  1901. 
or  Brit.  Med.  Jour..  March  10th,  1901. 

*  For  a  clear  and  comprehensive  summary  of  the  new  lines  of  research  in  cytology, 
see  Wilton,  "Some  Aspects  of  Biological  Research,"  The  International  Monthly,  July, 
1900. 
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suggested  by  Hausemanu  '  and  others  that  these  alterations  may  be  due 
to  a  loss  of  differentiation  in  the  tumor  cells  and  the  assumption  of  a 
more  independent  existence.  This  condition  has  been  called  Anaplattia, 
and  while  the  term  characterizes  an  important  series  of  facts,  it  leaves 
them  unexplained. 

Thus  it  is  still  uncertain  whether  the  removal  of  mechanical  or  other 
restraints  to  cell  growth  and  proliferation ;  or  the  acquirement  of  new 
capacities  through  retrograde  differentiation  or  reversion ;  or  the  action 
of  some  as  vet  unknown  "formative  stimulus, "  are,  either  individual Iv  or 
collectively,  and  if  so  in  what  degree,  concerned  in  the  origin  of  tumors. 

A  more  subtle  and  perhaps  more  comprehensive  view  of  the  agencies  which  must 
be  taken  into  the  account  in  the  excitation  of  tumors  is  that  especially  advocated  by 
Weigert  *  and  Ribbert.3  These  observers  and  those  in  sympathy  with  their  views  do 
not  admit  a  new  formative  stimulus  into  their  conception  of  the  origin  of  tumors,  but 
regard  the  usual  potencies  of  the  cells  in  this  respect  to  be  sufficient  if  the  natural  re 
straints  to  over  proliferation  be  in  any  way  diminished. 

Ribbert  has  perhaps  more  definitely  than  any  other  framed  a  working  hypothesis 
along  these  lines  which  is  at  least  suggestive.  He  lays  stress  in  his  conception  of  the 
origin  of  tumors  upon  the  intimate  associations  of  the  cells  of  the  normal  body  as  parts 
of  an  organism,  whose  varied  capacities  are  normally  held  in  some  fashion  under  mutual 
restraint  in  subservience  to  their  common  welfare.  This  mutual  relationship,  however, 
once  destroyed,  for  example,  by  the  separation  of  cells  or  cell  groups  from  their  organic 
associations,  they  assume  less  highly  differentiated  characters,  their  physiological  capac- 
ities are  no  longer  held  in  leash,  and  these,  if  the  nutritive  and  other  conditions  be 
favorable,  may  express  themselves  in  exaggerated  fashion  by  excessive  growth  and 
proliferation. 

Ribbert  explains  the  way  in  which  he  conceives  that  the  process  of  cell  disassocia- 
tion  and  release  from  restraint  may  occur.  Since  he  does  not  admit  a  primary  increase 
in  the  inherent  proliferative  capabilities  of  the  cells,  he  cannot  assume,  as  is  commonly 
done,  that  the  process  is  initiated,  in  carcinoma  for  example,  by  the  epithelial  cells. 
He  assumes  that  the  process  may  start  in  the  connective  tissue,  which  is  liable  to  in- 
crease in  amount  in  response  to  a  variety  of  influences,  notably  those  which  involve 
trauma,  or  simple  inflammation,  or  replacement  hyperplasia.  In  the  starting  of  carci 
noma  of  the  stomach  or  intestine,  for  example,  Ribbert  asserts  that,  in  many  cases  at 
least,  the  new- formed  connective  tissue  cuts  off  cells  or  cell  groups  from  their  organic 
connections,  and  claims  that  in  this  way  alone  we  may  account  for  the  required  release 
from  the  restraints  of  the  organic  association  and  the  exuberant  aberrant  growth  which 
follows. 

This  view  is  interesting  in  connection  with  the  frequent  association  of  carcinoma 
with  chronic  inflammation,  which  has  been  already  noted.  While  obviously  vague  and 
open  to  many  objections,  and  apparently  applicable  to  but  a  small  group  of  tumors, 
and  while  not  yet  confirmed  by  experimental  results,  this  view,  nevertheless,  perhaps 
indicates  the  lines  along  which  fruitful  research  may  be  expected. 

1  Hanmnann,  u  Die  mi kroscopische  Diagnose  d.  bosartigen  Gesehwulste,"  Berlin 
1897.  see  also  resume  and  bibliography  by  A*eho#,  Lubarsch  and  Ostertag's  "Ergeb 
nisse,"  Jahrg.  v.,  1898.  p.  22. 

*Weiffert,  "Neue  Fragestellungen  in  path.  Anat.  "  Deut  med.  Wochenschr  ,  1896, 
p.  685. 

*RMert%  Deut  med.  Wochenschr.,  1895,  Nos.  1,  2,  3,  and  4,  bibl. ;  also  ibid.,  1896, 
No.  30:  also  "Das  patholog.  Wachsthum  der  Gewebe."  Bonn,  1896. 

See  for  opposing  views  the  monograph  by  LtibarMch,  "Zur  Lehre  v.  d  Geschwtllsten 
u.  Infectionskrankheiten,"  Wiesbaden,  1899,  p.  306,  bibl.;  also:  Ziegler,  Munch    med 
Wochen..  March  8th,  1898,  p.  312. 

See  also  bibliography  of  cell  regeneration  in  Fuertt,  Ziegler's  Beitrflge,  etc..  Bd. 
xxiv.,  p  454,  1898,  and  reference  to  Aftrhoff  above. 
18 
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Classification  of  Tumors. 

It  lh  not  powtible  to-day  to  make  a  satisfactory  scientific-  cla&atication 
of  til  morn;   but  the  fact  that  they  are  computed  of  structures  which  rv 
Henible  the  various  morphological  types  of  tissue  found  in  the  normal 
body  Hii^est.H  a  grouping  of  the  various  forms  which  may  tie  regarded 
as  a  useful  anil  suggestive  catalogue. 

It  should  lie  remembered  that  the  usual  separation  of  the  normal  tis- 
sues into  groups  is  useful,  rather  because  it  facilitates  their  study  than 
because  it  expresses  absolute  and  fundamental  distinctions:  and  the  same 
mav  be  said  of  all  the  classifications  of  tumors.     An  increase  of  our 

« 

knowledge  concerning  their  structure  and  genesis  will  doubtless  lead  to 
a  more  accurate  grouping  of  tumors;  but  for  the  present  such  an  arrange- 
ment as  that  indicated  below  will  lie  found  of  practical  value  for  the  pur- 
poses of  st  tidy. ' 

CONHBCnVK-TISSTTB  TYPE. 

Normal  Timne.  Tumor*. 

Fibrillar  connective  tissue.  Fibroma. 

Mucous  tissue.  Myxoma. 

Embryonal  connective  tissue.  Sarcoma. 

Endothelial  cell  a.  Endothelioma. 

Fat  tissue.  Lipoma. 

Cartilage.  Chondroma. 

Bone.  Osteoma. 

Neuroglia.'  Glioma. 

MUSCLE-TISSUE  TYPE-XYOXATA. 

Sonmil  Ti**"f.  Tumor*. 

Smooth  muscle  tissue.  Leiomyoma. 

Striated  muscle  tissue.  Rhabdomyoma. 

1  The  attempt  lias  often  been  made  to  classify  tumors  with  reference  to  the  develop- 
mental history  of  the  tissues  represented,  and  it  has  been  generally  believed  that  cells 
once  differentiated  in  the  primary  embryonic  layers  cannot  again  be  merged  in  type. 
While  this  principle  holds  good  in  general,  especially  for  highly  differentiated  forms, 
certain  recent  studies  liave  seemed  to  indicate  tliat  even  this  distinction  may  not  be 
inflexible.  However  this  may  be,  it  is  certain  that  the  cells  derived  from  one  embry- 
onic layer  may  under  sfiecial  conditions  come  so  closely  to  resemble  in  morphology  those 
of  another  layer,  that  a  structural  differentiation,  with  our  present  resources  at  least, 
is  not  always  possible.  While,  therefore,  this,  which  is  called  the  hitUtgenetic  priucijii* 
ofrhtfun'fiiitioH,  is  most  suggestive  and  may  be  useful  in  connection  with  other  data  in 
the  study  of  tumors,  it  seems  to  the  writer  that  it  is  wiser  for  the  present  not  to  base  our 
dassi Heat  ion  too  largely  U|xm  embryological  data  in  several  particulars  still  subject  to 
controversy. 

Consult  in  this  connection  the  resume  of  Marchand  on  "The  Relationship  between 
Pathological  Anatomy  and  Embryology,"  Verh.  d.  deutschen  path.  Gesellschaft,  Bd.  ii., 
p  3M.  1900 

See  also  the  admirable  address  by  Mi  not  on  "The  Embryological  Basis  of  Pathology.  " 
Science.  March  29th,  1901.  in  this*  paper,  p.  487,  the  tissues  are  classified  in  accordance 
with  their  genetic  relationships. 

•The  neuroglia,  as  well  as  the  tumors  derived  from  it.  presents  marked  peculiari- 
ties in  structure.  While  the  neuroglia  is  closely  related  in  genesis  to  the  nervous  sys- 
tem, being  of  ectodermal  origin,  its  structural  and  functional  alliance  with  the  connec- 
tive tissues  of  the  mesoderm  seems  to  the  writers  to  justify  for  the  present  purpose  its 
grouping  among  the  latter. 
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NERVE-TISSUE    TYPE-NEUROMATA. 

VASCULAR-TISSUE   TYPE— ANGIOMATA. 

Normal  Tissue.  Tumors. 

Blood-vessels.  Angioma. 

Lymph-  vessels.  Lymphangioma. 

EPITHELIAL-TISSUE  TYPE. 

Normal  Tissue.  Tumors. 

Glands.  Adenoma. 

Various  forms  of  epithelial  cells  Carcinoma, 

and  associated  tissues. 

Tumors  Formed  by  Various  Combinations  of  Tissue  Types. 

Mixed  Tumors. 

In  a  considerable  proportion  of  tumors  more  than  one  type  of  tissue 
is  present,  and  it  is  customary  to  indicate  this  by  compound  names,  such 
as  osteosarcoma ,  adeno-carcinoma,  etc.  Discrimination  is  necessary  in  the 
use  of  such  names,  however,  and  one  should  Ik*  clear  as  to  what  he 
wishes  to  express  in  this  way.  All  tumors  have  a  certain  amount  of 
fibrous  stroma  which  carries  the  blood  -vessels  and  forms  a  sustaining 
framework.  In  the  early  stages  of  tumor  growth  this  matrix  may  be  the 
tissue  in  which  the  tumor  starts,  which  is  either  not  increased  in  amount 
or  is  hyperplastic*.  Thus  in  carcinoma  of  the  stomach,  the  stroma  may 
be  fibrous  in  the  mucosa  or  composed  of  smooth  muscle  if  the  stomach 
wall  be  involved;  but  such  growths  would  not  be  called  either  fibro- 
carcinoma or  myo-carcinoina.  It  is  only  when  the  new  tissue  assumes 
the  characters  of  an  independent  growth  that  it  can  be  justly  indicated 
in  the  compound  name.  This  may  not  be  easy  or  always  possible  to  de- 
termine, but  the  desirability  of  doing  so  should  be  held  constantly  in 
mind.  Unfortunately  the  compound  name  is  by  some  writers  used  to 
indicate  simply  the  seat  of  a  tumor  growth ;  in  this  sense  osteosarcoma 
means  simply  sarcoma  of  the  bone  and  not  an  association  of  osteoma  and 
sarcoma. 

It  should  also  be  remembered  in  this  connection  that  a  tumor  of 
mixed  type  does  uot  always,  perhaps  not  often,  start  as  such,  but  may 
assume  this  character  by  metaplasia  within  the  limits  of  a  tissue  group. 
Thus  the  establishment  in  fibroma  of  bone  or  cartilage  growth  and  the 
assumption  by  the  adenomata  of  the  carcinomatous  type  are  common. 
Furthermore,  although  these  mixed  forms  of  tumors  may  arise  second- 
arily by  metaplasia,  the  more  or  less  distinct  forms  of  tissue  may  finally 
become  so  independent  of  one  another  that  some  of  the  metastases  from 
such  a  mixed  tumor  may  show  only  one  tissue  type.  The  possibilities 
in  tissue  metaplasia  should  be  taken  into  the  account  before  assuming. 
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as  is  too  often  done,  that  the  multiplicity  of  related  tissue  forms  in  a 
tumor  point  toward  embryonal  origin. 


Complex  Congenital  Growths — Teratoma. 

These  ai*e  tumors  which  frequently  contain  a  great  number  of  differ- 
ent forms  of  tissue,  such  as  various  forms  of  fibrillar  connective  tissue, 
cartilage,  bone,  teeth,  hair,  skin,  muscle,  and  glands.  These*  are  most 
frequently  found  at  the  lower  end  of  the  spine,'  about  the  head  and 
neck,  or  in  the  generative  organs.  Some  of  them  probably  arise  by  an 
inclusion  of  portions  of  another  foetus,  and  are  thus  rather  malformations 
than  tumors  in  the  limited  technical  sense.  Among  these  are  sometimes 
classed  other  and  simpler  congenital  malformations,  such  as  dermoid 
cysts,  congenital  angiomata,  and  the  so-called  pigmented  n»vi  or  moles. 

Special  Tumor  Types. 

There  are  types  of  tumors  which  are  not  readily  brought  into  the 
usual  general  classifications,  since  they  are  formed  of  special  kinds  of 
tissue.  These  have  received  distinctive  names.  Thus  there  are  i>eculiar 
tumors  formed  of  placental  tissue  called  deciduoma ;  of  tissue  resembling 
the  adrenals,  hyper- nephroma,  etc. 

Lubarsch's  Grouping  of  Tumors  for  Practical  Purposes. 

Lubarsch  has  suggested  the  following  grouping  of  tumors,  for  practical  purposes, 
without  special  reference  either  to  their  histogenetic  or  histological  characters: 

1.  Tumors  which,  although  differing  from  the  tissues  in  which  they  originate  in  the 
arrangement  of  their  elements,  usually  increase  in  size  but  slightly  or  temporarily.  In 
this  group  are  the  teratoid  growths  and  those  originating  in  embryonic  displacements, 
such  as  congenital  na»vi,  certain  gland  like  tumors,  myoma,  fibroma,  lipoma,  chondroma, 
and  osteoma.     Such  tumors  are  usually  of  little  practical  importance. 

2.  Tumors  which,  although  conforming  in  general  to  the  normal  tissue  type  in 
growth  and  structure,  still  reveal  a  considerable  independence  of  their  surroundings: 
such  arc  larger  myomata,  adenomata,  angiomata,  lipoma  ta,  which  may  grow  slowly 
and  with  interruptions,  and  may  when  growth  ceases  through  degenerative  processes  or 
necrosis  undergo  retrogression  or  even  disappear  altogether. 

3.  Tumors  which  seem  to  be  largely  emancipated  from  the  usual  physiological  con- 
trol of  normal  tissues.  both  in  the  rapidity  and  extent  of  growth  and  iu  the  fixity  of  the 
cell  type  in  form  and  function.  In  this  class  are  the  tumors  which  arc  destructive  and 
invasive  in  their  growth,  especially  the  sarcomata  and  carciuomata. 

These  three  classes  may  in  reality  be  considered  to  represent  only  stages  in  the 
growth  of  tumors  in  general:  since  the  more  destructive  forms  may  in  early  stages  con- 
form to  the  characters  of  the  other  groups,  while,  on  the  other  hand,  tumors  of  the  less 
aggressive  types  may  assume  the  autonomy  and  significance  of  the  malignant  forms. 
These  dosses  of  tumors  are  not  of  course  distinct,  and  many  intermediate  types  may 
<x*eur,  but  this  grouping  seems  to  the  writer  fairly  to  indicate,  a  real  difference  in  char 
acter  and  significance  in  tumors  as  a  whole  which  it  is  of  practical  advantage  to  recog- 
nize, and  which  is  often  lost  sight  of  in  the  more  technical  classifications. 

1  For  a  critical  summarv.  with  bibliography,  of  tumors  of  the  sacral  legion,  see  B»r*t, 
Centralbl.  f.  Pathologic,  Bid.  ix..  p.  449,  1898." 
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Cysts. 


These  structures,  for  the  sake  of  convenience,  are  often  classed  among 
the  tumors,  although  in  general  characters,  structure,  and  genesis  they 
are  usually  of  entirely  different  nature. 

They  may  be  divided  into  two  classes: 

I.  Cysts  which  develop  from  pre-existing  cavities. 

II.  Cysts  which  originate  independently  as  the  result  of  pathological 
changes. 

I.     CTSTS  WHICH  DEVELOP  FROM  PRE-EXISTING  CAVITIES. 

1.  Retention  Cysts. — These  are  chiefly  formed  by  the  accum illation  in 
glands  or  their  excretory  ducts  of  the  more  or  less  altered  secretion  of 
the  gland.  They  usually  occur  ivs  the  result  of  a  hindrance  to  the  nor- 
mal discharge,  a*s  from  inflammatory  contractions,  pressure,  etc.  The 
contents  of  such  cysts  are  usually  mucous,  sebaceous,  serous,  or  of  a 
mixed  character.  Their  walls  are  the  more  or  less  altered  walls  of  the 
original  structure.  To  this  class  l>elong  comedones,  milium,  atheroma, 
chalazion,  ranula,  the  ovula  Nabothi,  milk  cysts,  and  certain  serous  cysts 
of  the  ovaries,  Fallopian  tubes,  gall  ducts,  and  uriniferous.  tubules. 

2.  Transudation  Cysts. — These  arise  usually,  though  not  always,  as 
the  result  of  a  chronic  inflammatory  process  in  lymph  spaces  or  serous 
sacs,  and  among  them  are  to  l>e  classed  the  so-called  ganglia,  hydrocele, 
etc.  Certain  of  the  so-called  hematoceles,  in  which  blood  is  cxtrava- 
sated  into  closed  cavities,  form  a  variety  of  the  cysts  of  this  group. 

II.   CTSTS  WHICH  ORIGINATE  INDEPENDENTLY  AS  THE  RESULT 

OF  PATHOLOGICAL   CHANGES. 

1.  Cysts  Formed  by  the  Softening  and  Disintegration  of  Tissue.  — Such 
cysts  may  at  first  be  small  and  have  very  meagre  contents  and  no  well- 
defined  wall.  A  wall  may  finally  be  present  either  as  an  entirely  new- 
formed  structure,  or  the  more  or  less  modified  capsule  of  the  organ  in 
which  they  occur  may  partly  or  entirely  form  the  wall.  The  contents  of 
such  cysts  are  usually  the  more  or  less  altered  detritus  of  the  tissue  by 
whose  disintegration  they  are  formed.  Such  cysts  are  very  apt  to  occur 
within  true  tumors,  particularly  those  which  are  succulent  and  of  rapid 
growth,  since  these,  as  above  stated,  are  very  liable  to  degeneration.  Old 
abscesses  may  change  into  well-defined  cysts  of  this  kind. 

2.  Cysts  Formed  around  Foreign  Bodies. — The  inflammatory  miction  in- 
duced by  the  presence  of  foreign  bodies  of  various  kinds,  parasites, 
masses  of  extravasated  blood,  etc.,  frequently  results  in  the  formation  of 
well-defined  encapsulated  cysts. 

3.  Cysts  Formed  by  a  New  Growth  of  Tissues  in  whose  Spaces  Various 
Kinds  of  Fluid  Accumulate. — These  sptices  may  or  may  not  be  lined  with 
epithelium  and  have  something  of  the  glandular  character.     Such  forms 
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are  exemplified  in  some  of  the  compound  ovarian  cysts — the  so-called 
ovarian  cystomata;  but  these  are  really  adenomata. 

4.  Congenital  Cyiti. — These  are  of  various  forms,  and  their  mode  of 
origin  is  in  most  cases  but  imperfectly  understood.  Some  of  them  are 
properly  grouped  among  the  teratoniata.  The  so-called  dermoid  cysts  of 
the  subcutaneous  tissue  (Fig.  135)  and  ovary  are  marked  examples  of 
this  class.     Certain  congenital  cysts  of  the  kidney  and  other  internal 
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organs  are  conveniently  grouped  here,  although  it  is  quite  probable  I  hat 
some  of  them  at  least  originate  during  foetal  life  in  one  or  other  of  the 
altove-dcscrilx-d  ways,  and  hence  are  not  essentially  different  in  nature 
from  some  of  the  cysts  of  other  classes.  For  the  mode  of  formation  of 
certain  cysts  of  the  neck  see  page  486.' 

Various  Lesions  Sometimes  Described  as  Tumors. 

There  arc  certain  enlargement)!  uf  the  lymph-nodes  which  arc  Id  reality  hyper- 
plasias, sometimes  inflammatory  in  el  larmier  and  sometimes  not.  and  which  arc  often 
grouped  among  the  tumor*  as  lymphiimatu.  They  are  not  true  tumors,  and  will  t>c  eon 
sfdered  under  the  lesions  of  the  lymph  nodes.  In  the  same  group  are  often  classed  (he 
enlargements  of  llie  lymph  nodes  in  leukaemia  and  in  other  general  diseases,  which  arc 
considered  in  another  part  of  this  hook. 

Another  group  of  tumors  sometimes  called  lymp  hoi  Data  tre  in  reality  sareoitiHin, 
ami  these  will  be  dcscrihcil  under  tlie  latter  heading. 

Then1  is  also  a  group  of  nodular  new  formations,  the  so-called  infrttin graiiuloiniitu, 
which  in  i-aiiler  days  were  classed  among  the  tumors.  These  are  found  in  tuberculosis, 
lupus,  leprosy,  syphilis,  glanders,  ami  actinomycosis.  They  are,  however,  inflamma 
t4iry  new  fori nitl ions,  and.  as  our  knowledge  regarding  them  has  increased,  many  of 
them  havcliecn  proven  to  lie  incited  liy  plant  parasites  (see  section dcvotitl  to  Infectious 
Discascsl.     In  the  ease  of  syphilis  the  alisolutc  |iroof  is  still  lacking. 

'Consult  for  consideration  of  ciliated  and  other  rvsts.  //,».  Zicgler'sBcitr.  zurpath 
Anal  .  11.1.  viii  .  p.  98.  |Stt):  also  7jthu.  Yirchow  s  Archiv,  ltd  cxliii  .  p  170.  IBM.  For 
later  p-ncntl  liililinirmpliv  of  cvsts  sir  A-choff.  Lubursch  and  Oslcrlag  s  -  Ergebuissc." 
Jahrg.  i:    *-  ■"""   -    "■" 
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Technique  of  Fixation  and  Hardening. 

Id  general,  tumors,  like  a)]  tissues  fur  microscopical  Bl  uilj  should  be  cut  into  small 
pieces  before  immersing  them  in  the  preservative  fluids,  and  the  sooner  they  can  be 
placed  in  these  after  removal  the  better  will  be  [lie  preservation.  In  some  eases  much 
may  be  learned  from  large  sections  of  tumors  together  with  their  surrounding  tissues. 
In  this  case  the  suitable  portion  of  the  tumor  must  he  preserved  whole,  and  is  best  har- 
dened in  strong  alcohol. 

It  is  often  important  in  the  study  of  tumors  to  examine  not  only  the  fully  th-vel- 
oped  or  mature  tumor  structures,  but  also  those  portions  in  which  the  new  growth  is 
forming  and  in  which  it  is  encroaching  on  adjacent  parts. 

So  that  in  selecting  portions  of  tumors  for  preservation  and  study,  it  is  not  wise  to 
snip  oft*  a  small  piece  at  random,  but  a  careful  selection  should  lie  made,  liberal  por- 
tions being  saved,  from  the  centre,  from  the  periphery,  and  from  such  surrounding 
tissues  as  are  available.  For  the  ordinary  routine  hardening  of  tumors,  Orth's  fluid 
followed  hy  alcohol  may  be  recommended. 


Special  Forms  of  Tumors. 


The  fibromata  arc  composed  of  fibrillin-  connective  tissue,  which,  as 
in  the  physiological  type,  is  sometimes  dense  and  firm,  Fibroma  ihimm, 
and  sometimes  loose  in  texture  and  soft,  Fibroma  molle.  They  are  usu- 
ally sharply  circumscribed  and  are  frequently  encapsulated,  but  they 
may  be  diffuse  and  merge  imperceptibly  into  the  surrounding  tissue. 
They  are  frequently  small  and  insignificant,  but  occasionally  grow  to  an 
enormous  size.  Some  fibromata  consist  almost  entirely  of  intercellular 
Biibstance,  containing  but  few  flattened  or  spindle-shaped  cells  (Fig.  13W) ; 
others  contain  very  many  variously  shaped  cells  (Fig.  137).  The  cells 
are  often  more  abundant  in  one  part  of  the  tumor  than  in  another.  The 
denser  varieties  usually  contain  but  few  blood- 
vessels, although  they  are  occasionally  quite 
vascular.  Many  of  the  softer  varieties  are 
very  vascular.     Nerves  aie  occasionally  pres- 


The   course   and   arrangement   of   the         *',.'-='■-■>, 
often  crossing  and  interlacing  in  a  most  eoin- 
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pies  manner.     The  fibromata  are  usually  of        "''i-r:.,. '■■■:''■*•"'' S'--' 
slow   growth,    but    exceptionally  they  grow  i-l  '" 

rapidly.     They   are  benign   tumors,    but   by 

pressure  on  important  organs,  by  ulceration,      abh.hiinai.    wam.     kihsi 
or  by  changing  into  other  varieties  of  (issue,      ,ir *"'"*■ 
they  may  become  of  serious  import.      Pure        mime rftiw  i»mb ■■! roonw 
fibromata  do   not  form   metastases,  but   I  hey     nrr  mi  imwiiwin-. 
are    often    multiple,    and    when    so   are   fre- 
quently congenital.     They  may  recur  when  not  fully  removed. 

It  seems  probable  that  in  the  multiple  fibromata  of  the  skin  (Fibre 
mollunciiiii)  the  new  growths  occur  in  some  special  form  of  connect 
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tissue,  as  that  of  the  nerves,  blood-vessels,  or  glands.  Some  of  them  are 
congenital.  There  is  often  a  growth  of  very  cellular  tissue  just  beneath 
the  epithelium.     Such  tmuors  resemble  sarcoma.1 

While  the  fibromata  are  commonly  nodular  in  form,  when  thev  de 
velop  on  the  skin  or  mucous  membranes  they  fi-equently  form  ]>apillary 
outgrowths  covered  more  or  less  thickly  with  epithelium,  and  are  then 
called  papillomata  (  Fig.  138 ).  Common  warts  of  the  skin  are  papillomata 
with  excessive  production  of  surface  epithelium.  To  the  papillomata 
also  tM'long  some  of  the  so-called  condylomata. 

The  so-called  Chrloid,  composed  of  very  dense  fibrous  tissue  with  few 
cells,  often  develops  rapidly  in  old  cicatrices,  or  elsewhere,  in  the  skin, 
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Fit;.  IJfT. — Fibroma  Moi.i.k;    krom  thk  Si  nri  taxwus  Tisane. 
The  Htroum  ix  <i*dematouti.  and  in  grow  appearance  the  tumor  resembled  myxoma. 

forming  flat  or  slightly  lobulated  tumors.  It  is  not  in  all  cases  clear 
whether  cheloids  should  be  regarded  as  tumors  or  as  inflammatory  new 
formations. 

Fibromata  an-  frequently  combined  with  other  kinds  of  tissue  to  form 
complex  tumors.  The  looser,  softer  varieties  not  infrequently  t>ecoine 
^edematous,  when  they  may  closely  resemble  myxomata  (Fig.  137). 
Fibromata  aiv  liable  to  calcification  and  to  fatty  and  mucous  degenera- 
tion. By  metaplasia  they  may  partially  change  to  form  fibro -chondroma, 
fibro-  lipoma,  fibrosarcoma,  or  fibro -osteoma.  The  latter  transformation 
frequently  ocelli's  when  they  form  in  the  periosteum. 

Developing,  as  they  do,  in  the  connective  tissue,  fibromata  occur  in 
the  various  parts  of  the  body:  in  the  skin  and  suliciitaneous  tissue;  in 
intermuscular  tissue  and  fasche;  in  periosteum ;  in  the  nerve  sheaths  and 
intnifascicular  connective  tissue ;  in  the  dura  mater,  the  interstitial  tissue 
of  organs,  and  in  the  mucous  membranes.     Some  of  the  so-called  polypi 


!8ee  Gilchrint.  Johns  Hopkins  Hospital  Reports,  vol.  i..  p.  :U9.  1896. 


of  the  mucous  membranes  (see  Fig.  139)  aud  some  psammoiuata  are  foin 
of  fibroma,  the  former  often  approaching  the  myxoLiata  iu  structure. 


Occasionally,  in  the  ducts  of  glands,  fibrous  polypi  grow  to  an  enor- 
.ous  extent,  their  epithelial  covering  keeping  pace  in  growth  with  their 
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may  be  flat,  fusiform,  spheroidal,  or  branched,  and  even  cuboidal  or 
cylindrical;  they  may  be  multinuclear  and  very  large,  or  they  may  l>e 
very  small  and  spheroidal,  resembling  leucocytes.  The  fibrillar  base- 
ment substance  may  be  present  in  such  small  quantity  as  entirely  to  es- 
cape a  superiicial  observation,  covered  as  it  may  be  by  the  abundant 
cells;  or  it  may  be  so  abundant  as  to  give  the  tumor  the  general  api>ear- 
ance  of  a  fibroma.  It  may  be  intimately  intermingled  with  the  cells  in 
fascicles,  or  it  may  be  in  large  open-meshed  networks,  giving  to  the 
tumor  an  alveolar  appearance.  The  cells,  however,  always  stand  in  an 
intimate  relationship  to  the  basement  substance,  which  they  sometimes 
reveal  by  fibrillar  processes  continuous  with  it.  Blood-vessels  also  form 
a  constant  and  important  structural  element  in  these  tumors,  being  in 
some  of  them  so  predominating  a  factor  that  they  give  structural  outline 
and  general  character  to  the  growth.  They,  too,  as  in  the  normal  con- 
nective tissue,  are  intimately  associated  with  the  basement  substance  and 
with  the  tumor  cells. 

Sarcomata  are  most  frequently  found  in  the  skin,  subcutaneous  tis- 
sue, fascia*,  subserous  connective  tissue,  the  marrow  or  periosteum,  and 
in  the  choroid.  They  may  also  occur,  though  more  rarely,  in  the  dura 
mater;  brain  and  cord;  lymph -nodes;  in  the  adveutitia  of  blood-vessels, 
and  in  nerve  sheaths;  in  submucous  tissue;  in  the  uterus  and  ovary, 
and  in  the  kidney.  In  the  liver  and  lungs  and  heart  they  may  occur  by 
metastasis. 

They  are  most  common  early  in  life.  The  cellular  character,  the 
rapid  growth,  the  vascularity  and  succulence  of  many  forms,  the  marked 
tendency  to  local  recurrence,  and  the  formation  of  metastases,  stamp  the 
sarcomata  as  malignant  tumors.  But  in  this  they  vary  greatly ;  while 
some  of  the  forms  belong  in  every  sense  to  the  most  malignant  of  tumors, 
others  grow  slowly,  are  very  dense,  and  may  remain  localized  and  harm- 
less for  years.  Their  tendencies  in  this  respect  will  be  mentioned  under 
the  special  forms. 

Intimately  related  as  they  are  to  the  blood-vessels,  metastasis  is  more 
apt  to  occur  through  the  blood  than  through  the  lymph  channels,  and 
consequently  adjacent  lymph-nodes  are  much  less  apt  tol>e  involved  than 
in  some  other  forms  of  tumor,  notably  the  careinomata.  The  richly  cel- 
lular and  vascular  forms  of  sarcoma  are  especially  prone  to  haemorrhages, 
degeneration,  and  ulceration. 

A  single  form  of  cells  is  often  so  predominant  as  to  furnish  a  suitable 
qualifying  name  for  the  tumor,  but  in  many  cases  the  cell  form  varies 
greatly  in  the  same  growth.  It  may  be  said,  in  general,  that  there  is  a 
tendency  to  reproduce  in  these  tumors  some  of  the  sj>ecial  characteristics 
of  the  tissues  in  which  they  originate.  Thus,  sarcomata  of  the  bones  are 
apt  to  be  osteo -sarcomata :  those  of  pigmented  tissue,  like  the  choroid, 
arc  apt  to  l>e  pigmented  sarcomata.  It  will  Ih»  more  convenient  for  our 
present  purpose  to  deserilie  briefly  the  more  common  forms  one  after 
another  than  to  attempt  any  systematic  classification  of  them.  It  should 
be  reinemliered,  however,  that  the  various  forms  are  not  sharply  defined. 


mother  and  t'i  intermingle  i 


Spin dle-ce tied  Sarcoma. — The  cells  in  these  tumors  may  be  large — large 
ximulli  itlltil  8.  (Fig.  141 ) ;   or  they  may  be  small   -tmaU  xjiinilir  eeUed  8. 
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(Fig,  1 12).  They  may  consist  largely  of  cells,  or  may  contain  so  much 
intercellular  fibrous  tissue  as  to  Ik-  appropriately  eallcii  Jibiii-myromn. 
The  cells  are  frequently  arranged  in  fascicles,  which  surround  (lie  blood- 
vessels, and  these  fascicles  may  cross  and  interlace.  These  tumors,  espe- 
cially the  small  -eel led  forms,  are,  as  a  rule,  denser  and  firmer  and  less 
malignant  than  other  forms  of  sarcoma,  but  to  this  there  are  many  ex- 
ceptions. They  may  be  encapsulated  or  infiltrating.  To  this  class  lie- 
long  the  growths  formerly  described  as  fibro  plastic  tumors  and  recurrent 
tiliriijds.     They  frequently  occur 

in  the  periosteum,  subcutaneous  ^-^^^■D*BB= 

tissue,  and  muscle;  in  the  uterus,  .  -•-     - 

and  in  various  glands,  notably  in 
tin-  mamma,  trstii-le.  lliymid,  .-I.-. 
These  forms  are  among  the  must 
frequent  of  the  sarcomata.  '  _■- 

Round-celled    Sarcoma. — <  if 
these     there    are    two   classes—  I ,  *"  "*    *"'.,  " 

mim/l    rnttitil-rrllnl   Kiirniiuitlti   and,        Z%£fffHBf^B^*^ 
2.  large  miiiiil-rcllnl  sarcomata.  F||.      ,,„    f.„ML    n,,.^,,    8*kco«i    or 

1.  The  small  round  celled  sar-  nmxtm 

I'unsjsi   of  cells  of  about 
the  size  and  appearance  of  mononuclear  leucocytes  (Fig.  It:}),  and  may 
have  much  or  little  intercellular  substance,  which  may  be  irregularly  dis- 
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posed  or  arranged  in  large  meshes  resembling  alveoli.  In  many  cases, 
so  small  is  I  he  quantity  of  intercellular  substances  thai  it  is  difficult  »f 
detection  without  special  modes  of  preparation.  These  tumors  often 
contain  many  blood  vessels,  and  may 
be  very  soft  and  succulent.  Their 
growth  is  sometimes  rapid  and  tbey 
are  often  very  malignant. 

Tbey  most  frequently  occur  in  the 
connective  tissue  of  the  muscles  ami 
fascia?,  in  bone,  and  in  lymph  nodes 
I  Ipnphii-rnimimn  >.  Tbey  also  occur 
in  the  internal  organs,  not  infrequently 
in  the  brain,  associated  with  glioma 
as  ff/iomrcoma. 

2.  In  the  large  round-celled  sarco- 
mm ■  mMBum  ium» in uw low.  inula  'Fig.  144]  the  cells  vary  in  «Ue, 

bnt  are  usually  very  much  larger  than 
in  the  last  variety.  Their  nuclei  are  usually  large  and  contain  prom- 
inent nucleoli.  They,  too,  are  often  very  vascular,  and  contain  a  vari- 
able quantity  of  liasement  substance.  They  are  occasionally  alveolar 
in  character.  They  an-,  as  a  rule,  less  soft  and  malignant  than  the 
small  -celled  varieties. 

Melano-Barcoma. — These  tumors  consist  most  frequently  of  polyhedral 
cells  of  various  sizes.  They  are  characterized  by  the  presence  in  the 
cells,  and  less  frequently  in  the  intercellular  substance,  of  larger  and 
smaller  particles  of  brown  or  black  pigment  (Fig.  145).  The  pigment 
is  usually  quite  irregularly  distributed  in  patches  or  streaks.  They  arise 
most  frequently  in  the  skin  and  in  the  choroid.  Pigmented  moles  of 
the   skin  often  form    their  start- 

ing  (mints.     They  In-long    to   the  Ml£*^-  ""**       ##  . 

most  malignant  of  tumors.     They  'A*  -»  '        .. 

very  readily  form  metastatic  tu-  &  s,  ■         -    M 

mors    in    various    parts    of    the         _*) 
body,  which  are,  like  the  parent 
tumor,  pigmented. 

Various  forms  of  tumors  may 
contain    brownish     pigment    de-       '*' 
posited  in  them  by  the  degenera-        " 
tiou  of  the  hicmogliibin  from  ex- 
t nivasatcd     blood;    these   should 

,     ,  -   .    .  -  ,  A  lumnr  'it  !!)•■  muni,    snimh- llgurw  In  •«>•■■>( 

not    lie   mistaken    for    melanotic  witwh 

sarcomata.' 

Myeloid  or  Giant-celled  Sarcoma. — Tumors  of  this  class  are  usually 
formed  chiefly  of  spheroidal  or  fusiform  cells  of  variable  size,  but  their 
characteristic  feature  is  the  presence  of  larger  and  smaller  in ulti nuclear 
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mils,  Called  giant  cells.     These  are  closely  intermingled  with  the  other 
cells,  and   may  In-   very  abundant  or  very  few   in   number  (Fig.  14fi). 
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(Kant  cells  may  occasionally  occur  in  other  Inniors,  but  are  most  abun- 
dant and  characteristic  in  these.  These  tumors  are  chiefly  funned  in  eon- 
necttOD  with  bone,  and  may  originate  in  the  marrow  or  in  the  perios- 
teum. They  arc  sometimes  very  soft  and  vascular,  and  subject  to 
interstitial  hemorrhages.   Home  of  these  vascular  sarcomata  were  formerly 
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I  together  with  other  kinds  of  vascular  tumors  as  fungus  ha'imi- 
todes.     Some  of  the  forms  of  epulis  are  giant-celled  sarcomata. 

When  these  tumors  originate  in  the  marrow  of  the  long  bone*,  which 
is  a  favorite  place  for  them,  they  are  apt  to  cause  resorption  of  the  bo 


and  although  the  tumor  may  be  for  a  long  time  enclosed  by  a  shell  of 
new  -formed  bone,  which  enlarges  with  the  enlarging  tumor,  it  usually, 
sooner  or  later,   breaks  through  this  and  infiltrates  adjacent  tissues. 
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They  are  liable  to  form  metastases  and  frequently  grow  to  a  Very  gieat 
size.  The  periosteal  forms  are  apt  to  be  firmer  in  texture,  and  are  prone 
to  the  development  of  irregular  masses  of  new  bone  within  them,  thus 
forming  one  of  the  varieties  of  osteo -sarcoma. 

OBteo-Sarco ma, —These  are  spindle  or   round-celled   tumors,  usually, 
but  not  always,  connected  with  boue,  in  which  irregular  masses  of  bone 


tissue  an-  present.  The  bone  is  usually  of  irregular  atypical  structure, 
the  regular  lamellation  and  typical  Haversian  canals  t>cing  usually  ab- 
sent.    They  may  form  metastases  which  present  similar  characters. 
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Angio-Sareoma. — In  many  of  the  sarcomata  iu  various  parts  of  the 
body  the  blood- vessels  form  so  prominent  and  important  a  feature  as  to 
give  special  character  to  the  growth,  not  alone  by  their  size  and  general 
prominence  (Fig.  147),  but  sometimes  by  the  peculiar  arrangement  which 
their  presence  gives  to  the  cells. 
/yl*ti'iy^V;£viiT.  While  in  most  of  the  sarcomata 

='*s^rft»if*t^Si^***'tVfJt*  *'ie  blood-vessels  have  a  very  im- 

($EVi&*&iA$^i>ffi£w*k£  portant  influence  in  determining 

the  topography  of  the  tumor,  in 
most  of  the  denser  and  in  many 
of  the  softer  varieties  this  influ- 
ence is  not  easily  traced.  In 
many  forms,  however,  particu- 
larly those  which  are  soft  and 
very  cellular,  the  cells  are  closely 
grouped  around  the  vessels,  de- 
veloping in  their  adventitial  and 

'  """^^iuMOTrtmrain^VuB."™™    forming     silent  ha     around    them 

(Fig.  148  and  Fig.  149).  The 
masses  of  cells  thus  formed,  with  a  blood-vessel  for  a  centre,  may  be 
closely  packed  together  in  long  strings  with  more  or  less  frequent  anas- 
tomoses or  they  may  be  arranged  in  rounded  groups,  giving  to  the  tumor 
an  alveolar  appearance  (Fig.  150).  Such  tumors  are  called  angio-sarco- 
mata.  Simple  vascularity,  although  this  be  extreme,  does  not  make 
of  a  tumor  an  angio -sarcoma. 

Alveolar  Sarcoma. — Sometimes,  as  above  stated,  the  basement  sub- 
stance of  the  sarcomata,  particularly  in  some  of  the  round-celled  varie- 
ties, is  quite  abundant  and  arranged  in  a  wide-meshed  net,  in  the  meshes 
of  which  the  cells  lie.  These 
spaces  are  called  alveoli,  and 
this  variety  of  structure  has 
acquired  importance  from  the 
general  resemblance  w  h  i  c  h 
these  tumors  have  to  the  well- 
defined  and  characteristic  alve- 
olar structure  which  many  of 
the  carciuomata  exhibit.  It 
is  true  that  occasionally  the 
resemblance  is  very  close  in- 
deed, but  usually  the  sarcomata 
present  a  more  or  less  intimate 
relation  between  the  cells  and 
basement  substance.  The  cells  usually  do  not  simply  lie  in  the  cavities, 
but  are  often  attached  to  the  intercellular  substance,  which  not  seldom 
sends  liner  trabecular  into  the  alveoli  between  the  cells.  Sometimes  a 
careful  shaking  of  sections  in  water  is  necessary  to  reveal  the  charactf  rs 
of  the  reticulum.  The  cells,  moreover,  are  usually,  though  not  always, 
19 
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distinctive  in  character.  This  form  of  tumor  is,  in  some  cases  at  least, 
determiued,  as  above  stated,  by  the  new  formation  and  peculiar  arrange- 
ment of  the  blood-vessels.     Tumors  of  this  kind  are  not  common,  but 
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may  occur  in  the  skin,  lymph-nodes,  bones,  and  pin  mater.  They  are 
usually  very  malignant.  Many  of  these  tumors  are  doubtless  more 
properly  classed  among  the  endotheliomas. 

Mixed  Form*  of  Sarcoma. — In  addition  to  the  above  more  or  less  well- 
defined  forms  of  sarcoma,  there  exist  various  modifications  which  have 
received  special  names.  The  sarcomata  in  which  cysts  form,  either  by 
the  softening  of  tissue  by  degeneration,  or  by  the  dilatation  of  gland 
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ducts  by  pressure,  or  by  the  new  formation  of  tissue  in  gland  ducts  or 
alveoli  which  dilate  with  the  growth  of  the  tumor,  have  received  the 
name  of  egato-aartamaht. 

Mucous  degeneration  is  frequent  in  the  various  forms  of  sarcoma.     A 
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combination  of  myxoma  and  sarcoma — myxosarcoma — is  common  (see 
Fig.  151). 

Combinations  of  sarcoma  with  fat  tissue,  liposarcoma ;  with  glandu- 
lar structures,  adeno  sarcoma  (Fig.  152);  with  cartilage,  chondrosarcoma  ; 
with  muscle  tissue,  myosarcoma ;  and  with  various  other  tissues,  are  of 
frequent  occurrence.  Some  forms  of  psammoma,  or  "brain  sand,"  found 
chiefly  in  the  dura  mater,  are  fibro-sarcomata  which  have  undergone  cal- 
cification, the  lime  being  deposited  in  lamellated  masses  of  various  shapes 
within  them. 

Some  of  the  soft  papillomata  and  warts,  and  occasionally  the  polypi 
of  the  mucous  membranes,  helong  to  the  type  of  sarcoma  or  myxo- 
sarcoma. 

The  so-called  chtoromata,  which  have  been  found  in  a  variety  of  places 
in  the  body,  but  are  rare,  are  apparently  forms  of  sarcoma.  Chloroma 
is  characterized  by  a  greeuish  color,  the  nature  of  which  is  not  known. ' 


ENDOTHELIOMA.     (Endothelial  Sarcoma.) 

Under  the  name  endothelial  sarcomata  or  endotheliomata  are  grouped  a 
number  of  tumors  which  on  the  one  hand  are  closely  related  to  the  sar- 


vesaels  between  the  reticular  endothelial  n 


comata  in  genesis,  and  in  some  cases  in  appearance,  while  on  the  other 
hand  some  of  them  so  closely  resemble  some  forms  of  carcinoma  as  to  be 


with  difficulty  distinguished  from  the  in.  The  cndothelioniata  originate 
in  that  liinii  of  connective- tissue  cells  called  endothelium,  lining  blood 
and  lymph  vessels  or  lymph  spaces,  and  develop  by  a  proliferation  of 


Infittiurntly  urran  Id  the  ovurj. 


these  cells  (Fig.  l">:i>.  Sometimes  the  cells  of  the  endothelioma!  a  re- 
semble closely  the  normal  endothelium;  sometimes,  however,  they  differ 
considerably  from  them,  being  occasionally  very  large,  often  thick  and 
irregular  in  shape,  and  even  nearly  cylindrical  or  cuboidal  like  certain 
forms  of  epithelium  (Fig.  154).  They  are  associated  with  a  more  or  less 
abundant  vascular  stroma, 
which  may  1m  alveolar  in 
formation.  In  this  case,  as 
in  alveolar  sarcoma,  it  may 
often  lie  seen  that  the  cells 
hare  an  intimate  relationship 
to  the  tralxH'iilieof  the  stroma. 
Developing  from  the  en- 
dothelium of  the  vessels  or 
lymph  spaces,  these  tumors 
sometimes  exhibit  a  structure 
closely  simulating  thai  of 
tubular  glands  lined  with 
more  or  less  rulmidal  epithc- 
limn  or  papillary  angio-sar- 
cases  difficult  to  decide  from  the 
Is  of  a  tumor  whether  it  is  an  cu- 
ll adenoma,  or  a  carcinoma.     In  such  cases  a  careful  study  of 


couiata   (Fig.  Ifl3).     It 

Structure  in  the  fully  ilevelojied  pa 
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the  peripheral  portions  of  the  tumor  mid  pints  into  whieh  it  is  extending 

may  reveal  early  phases  of 

proliferation  in  tin-  endothelium  of  lympb 
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1 

CHONDROMA. 

These  tumors,  composed  of  either  of  the  forma  of  cartilage,  are  usually 
hard,  but  sometimes  quite  soft.  The  cells  do  not  present  the  same  uni- 
formity in  size,  shape,  number,  and  relative  position  that  they  do  in  nor- 
mal cartilage  (Fig.  159).  Sometimes  they  are  very  large,  spheroidal,  and 
grouped  in  masses,  and  again  small  and  far  apart.  They  are  frequently 
fusiform  or  branching.     Fibrillar  connective  tissue  in  varying  quantity 


9®>    < 


is  usually  present  in  the  ehondromata,  either  as  a  capsule  or  running  in 
bands  between  the  nodules  of  cartilage,  or  passing  in  fascicles  into  them. 
The  cartilage  may  change  to  mucous  tissue,  forming  mgxochomiroma, 
the  cells  may  undergo  fatty  degeneration  or  they  may  calcify  or  ossify. 
Chomlromata  frequently  form  a  part  of  mixed  and  complex  tumors. 
Metaplasia  plays  an  important  part  in  the  development  of  cartilage 
tumors  of  mixed  type. 

They  may  form  in  connection  with  bone  or  cartilage,  and  are  often 
traceable  to  irregularities  in  fietnl  development.  Or  they  may  occur  in 
soft  parts  where  cartilage  is  not  normally  present,  as  in  the  parotid,  tes- 
ticle, mamma,  and  ovaries,  where  they  are  apt  to  be  mixed  with  other 
tissue;  or  in  subcutaneous  connective  tissue  and  fascia-. 

They  are  in  general  lienigu  tumors,  but  inelustases  sometimes  occur.' 
most  frequently  in  the  lungs,  sometimes  in  the  heart. 

Small  hyperplastic  growths  on  the  surfaces  of  cartilages  are  called 
ecchiiitdroiuH. 

OSTEOMA. 

The  formation  of  bono  in  I  lie  hotly  in  abnormal  places  occurs  quite 
frequently  and  under  a  great  variety  of  conditions.  It  is  on  this  account 
not  easy  to  define  the  term  osteoma,  and  it  is  frequently  difficult  to  de- 
cide whether  or  not  a  given  mass  of  new-formed  bone  should  l>e  thus 

-*  in  i -tiuiiilromn  sec  Eriml,  Ziesikr's  ltcitr..  IW.  xxviii..  p. 
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designated.  Bone  tissue  often  occurs  in  tumors  of  the  connective -tissue 
group  as  a  secondary  or  complicating  structure — osteofibroma,  osteo-chon- 
droma,  osteosarcoma,  etc  It  may  occur  in  muscles  as  a  result  of  certain 
exercises,  or  as  a  result  of  a  peculiar  inflammatory  process,  or  it  may 
occur  iu  connection  with  chronic  inflammation  in  a  variety  of  tissues.  A 
circumscribed  mass  of  abnormal  bone,  not  of  inflammatory  origin,  may 
be  called  an  osteoma.  Small  masses  of  new-formed  bone  of  various 
shape,  projecting  from  a  bony  surface  and  frequently  of  inflammatory 
origin,  are  usually  called  osteophytes.  Bony  tumors  projecting  from  the 
surface  of  bones  are  frequently  called  exostoses. 

An  osteoma  may  be  loose  iu  texture,  consisting  of  bone  tissue  similar 
to  cancellous  tissue;  or  it  may  be  very  hard  and  dense  like  ivory,  so- 
called  ivory  exostoses.  The  difference  between  these  forms  lies  chiefly 
in  the  varying  number  and  size  of  the  vascular  and  medullary  spaces 
which  they  contain.  The  growth  of  the  osteomata  is,  as  a  rule,  slow. 
They  are  benign  tumors,  and  are  not  infrequently  multiple. 

Osteomata  may  develop  iu  connection  with  the  bone  or  periosteum, 
which  is  most  frequently  the  case,  or,  independently  of  boue,  in  soft 
parts. 

New-formed  bone  has  been  found  in  the  soft  parts  of  the  body;  in  the 
brain  substance,  dura  mater,  and  pia  mater ;  in  the  pleura,  diaphragm, 
and  pericardium;  in  the  skin,  choroid,  air  passages,  lungs,  and  penis, 
and  in  other  places.  To  what  extent  some  of  these  bone  formations  may 
have  been  due  to  inflammatory  action  it  is  not  possible  to  say. 

Odontoma. — Tumors  are  sometimes  formed  from  the  pulp  during  the 
development  of  the  teeth.  When  these  contain  dentin  they  are  called 
odontoinata. 


The  gliomata  are  developed  from  the  characteristic  framework  of 
nerve  tissue,  the  neuroglia,  which  in  structure  many,  though  usually  not 
all,  of  its  cells  closely  resemble. 

Small  cells  with   inconspicuous  ^^r^^f^.-  "'"W:; 

bodies  and    numerous    delicate  /£"■'"-  '•.*■'"•'■        •*'.-.'* 

branching    processes    are  most  •  Jt:  "  m,      •   f  *• 

characteristic;  but  in  connection      ff't\}m  *"'**'         ~^*—      *,' 

with    these   there   is   usually  a      .$,*  *    ••  "    '       * 

greater  or  less  number  of  small      ™  -V     *•      w  ^  » 

spheroidal  cells  with  proportion-  $-        •  * 

ally  large  nuclei  (Fig.  160).     It  J\\  «       *""■  ,«       fy 

is  usually  necessary  to  shake  sec-  «■",'  ■ '■ .}  •-*•*-.        ;  /-_•* 

tions  in  water  or  carefully  tease  F[<i.  i«i.  -ulion*  of  brais. 

fragments  of  the  tumor  in  order 

to  see  the  characteristic  neuroglia  or  so-called  "spider"  cells  (Fig.  161). 
These  tumors  may  contain  very  numerous  and  frequently  dilated  thin- 
walled  blood-vessels.  They  may  be  very  soft  or  moderately  hard ;  and, 
especially  when  occurring  in  the  substance  of  the  brain,  are  frequently 
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not  sharply  outlined  against  the  adjacent  normal  tissue.     They  usually 
occur  singly,  and  are  comparatively  slow  in  growth. 

They  are  frequently  associated  with  other  tumor  tissue,  forming  glut- 
myxoma,  glio-mrcoma,  etc  Owing  to  the  abundance  of  thin-walled  blood- 
vessels and  the  softness  of  the 
growth,  they  are  liable  to  inter- 
stitial haemorrhages,  and  may 
then,  when  occurring  in  the 
brain,  readily  be  mistaken  for 
ordinary  apoplectic  clots.  They 
are  liable  to  fatty  degeneration. 
They  usually  occur  in  the  brain, 
spinal  cord,  and  in  the  optic  and 
other  cerebral  nerves.  The  so- 
called  gliomata  of  the  retina  are 
usually  small  spheroidal -celled 
sarcomata. 

Pure  gliomata  are  benign 
tumors,  though  in  their  most 
common  combination  with  sar- 
coma they  may  be  very  malignant.  Their  usual  situation,  however,  is 
such  as  to  make  them  almost  always  significant,  although  technically  they 
are  benign  tumors.' 

KYOKA. 

Tumors  composed  of  muscle  tissue  are  of  two  kinds,  following  the 
two  normal  types  of  muscle,  the  non-striated  and  the  striated. 

L  Leiomyoma,  Myoma  Levicellulare. — The  characteristic  elements  of 
these  tumors  are  fusiform,  smooth  muscle  cells,  witli  elongated  or  rod 
shaped  nuclei.  These  are  packed  closely  together,  frequently  interlacing 
and  running  in  various  directions,  and  are  intermingled  with  a  variable 
tpuuitity  of  more  or  less  vascular  fibrillar  connective  tissue  (Fig.  162). 
When,  :w  is  not  infrequently  the  ease,  the  connective-tissue  elements  are 
present  in  large  amount,  the  tumor  is  called  jfbro-myomn  (Fig.  163).  It 
is  not  always  easy  in  sections  to  distinguish  lietween  these  tumors  and 
certain  cellular  fibromata,  but  the  characteristic  shape  of  the  isolated 
cells  and  their  nuclei,  together  with  their  uniformity  in  size,  will  usually 
suffice.  These  tumors  are  frequently  infiltrated  with  lime  salts,  and, 
owing  In  their  density  and  hick  of  blood-vessels,  they  not  infrequently 
degenerate,  forming  cysts  or  becoming  gangrenous.  They  may  occur 
singly  or  be  multiple,  are  usually  of  slow  growth,  may  be  large  or  small, 
and  are  benign.  They  may  occur  wherever  smooth  muscle  tissue  exists. 
They  are  most  frequently  found  in  the  uterus,  when-  they  are  often  inul- 

1  Our  kuowledge  of  ihe  normal  neuroglia  is  still  too  meagre  ti>  permit  u*  to  under- 
stand very  thoroughly  this  class  of  tumors,  anil  to  separate  it  as  precisely  as  could  be 
wished  from  certain  of  its  allies  union jf  the  abnormal  connective-tissue  prow  His.     See 


tiple.     They  may  occur  in  the  vail  of  the  gastro-intestiual  canal,  ami 
have  been  seen  in  the  kidney,  in  the  bladder,  and  in  the  skin.     The  so- 
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called  hypertrophies  of  the  prostate,  so  frequent  in  advanced  life,  are 

sometimes  considered  leiomyomata  of  the  interstitial  muscle  tissue  of  that 

gland. 

IL  Myoma   Btriocellalare,  or  Rhabdomyoma. — In  these  rare  tumors 

striated  muscle  fibres  are  the  characteristic  elements.  They  very  rarely 
compose  a  great  part  of  the  tumor, 
.»..■"'.■©  i**,\  '.*'^^~  '.''--->"',  but  are  intermingled  with  other  ele- 
ments, fibrillar  connective  tissue, 
spindle-shaped  and  spheroidal  cells  of 
various  forms,  which  often  appear  to 
be  incompletely  developed  muscle 
cells.  They  are  not  infrequently 
associated  with  sarcomatous  tissue. 
Blood-vessels  and  sometimes  nerves 
iire  also  present.  The  mnscle  fibres 
differ,  as  a  rule,  from  normal  striated 
muscle  fibres  in  their  arrangement, 
which  is  usually  quite  irregular,  and 
also  in  size,  being  in  general  smaller 
than  normal  fibres,  although  varying 
greatly.  The  sarcolemma  is  either 
absent  or  incompletely  developed. 
These  tumors  are  usually  small  or 
of  moderate  size,  and  are  supposed  to 
o-jivuKA  or  iTMtis.  originate    from    inclusions    of    cells 

neawdeedtomm^^pmtvtaw     destined  to   form   muscle    tissue    in 
places  where  they  do  not  belong. 
In  the  heart  and  certain  other  muscular  parts  small   circumscribed 

masses  of  striated  muscle  tissue  have  lx'en  described,  and  are  sometimes 
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called  homologous  rhabdomyomata.  But  genuine  heterologous  rhabdomyo- 
mas are,  in  almost  all  cases  thus  far  recorded,  confined  to  the  genito- 
urinary organs,  kidney,  ovary,  and  testicles.  The  writer  has  described 
an  exceptional  case  of  rhabdomyoma  occurring  in  the  parotid  gland.1 

These  tumors,  when  not  associated  with  other  and  malignant  tumors, 
are  Itenign  and  are  of  much  greater  theoretical  than  practical  interest. 


^S» 


Herthtt  Imm 


BXUBOMA. 

At  too  neuroma  is  a  tumor  containing  new-formed  nerve  tissue.  Such 
tumors  are  comparatively  rare.  Tumors  developed  in  the  connective 
tissue  of  nerves  aud  composed 
usually  of  fibrous  or  mucous 
tissue  are  common,  and  are  fre- 
quently called  neuromata,  but 
they  should  be  called  fibromata 
or  myomata,  etc.,  of  the  nerves, 
or  Julme  neuromata.  The  true 
neuromata  arc  of  two  kinds, 
ganglionic  or  cellular  neuromata 
and  fibrillar  neuromata,  depend- 
ing upon  the  character  of  nerve 
tissue  which  they  contain. 
The  ganglionic  neuromata — 
neuroma  ganglioniforme  —  in 
which  new-formed  nerve  cells  are  present  (Fig.  1G4),  are  found  asso- 
ciated with  other  structures  in  certain  of  the  teratomnta  in  the  ovaries, 
testicles,  and  in  the  sacral  region;  they  also  occur  in  the  gray  matter  of 
the  brain.     They  have  been  found  in  the  adrenals. 

The  fibrillar  neuromata  are,  according  to  Virchow,  of  two  kinds,  mge- 
linie  and  amyetinir,  de[>endiug  upon  whether  the  nerve  fibres  which  they 
contain  aremcdullated  or  not.  The  neuroma  myelinicmn  is  the  more  com- 
mon and  the  l>est  understood.  The  medullated  nerve  fibres  in  these, 
tumors  are  associated  with  fibrillar  connective  tissue,  and  are  usually 
curled  and  intertwined  in  a  most  intricate  manner.  They  are  either  sin- 
gle or  multiple  on  the  peripheral  nerves.  They  may  occur  in  consider- 
able numbers  us  nodular  tumors  on  the  branches  of  a  single  nerve  trunk, 
or  they  may  form  an  irregular,  diffuse,  nodulated  enlargement  of  the 
nerve  brandies — plej-iform  neuroma.  These  neuromata  may  or  may  not 
Ik-  painful.  They  not  infrequently  form  at  the  cut  ends  of  the  nerves 
hi  amputation  stumps.  They  are  benign  tumors,  never  forming  metas- 
tases. 

The  false  neuromata  are  myxomata,  or  fibromata  ( Fig.  l«."i  |,  or  some- 
times uiyxo-aarconiata  of  the  nerve  sheaths  or  int rafascicular  connective 
tissue,  and  may  be  single  or  multiple.  In  the  latter  ease  they  may  affect 
Ixxj 


the  branches  of  a  single  nerve  trunk  (Fig.  166),  or  the}  maybe  found 
ou  nearly  all  the  cerebrospinal  peripheral  nerves.  The  writer  has  de- 
scribed a  case  (Pigs.  166  and  167),  in  which  more  than  eleven  hundred 
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and  eighty-two  distinct  tumors  were  found  distributed  over  nearly  all 
the  peripheral  nerves  of  the  body.' 

The  nerve  fibres  in  these  tumors  may  be  crowded  apart  by  the  new 
growth  and  considerably  atrophied;  or,  in  cases  in  which  the  tumor  is 
composed  of  soft  tissue,  as  in  myxoma  or  the  soft  fibroma,  they  may 


Flo.  188.— Multiple  fibromata  (False  Neuromata) 
from  the  same  case  aa  that 

pass  through  or  around  the  tumor  entirely  nnchanged.     The  multiple 
false  neuromata  are  in  many  cases  congenital. 

ANGIOMA. 

Angiomata  are  tumors  consisting  in  large  part  or  entirely  of  new- 
formed  blood-  or  lymph -vessels  or  cavities.  In  many  tumors  of  various 
kinds  the  new-formed  or  the  old  blood-  and  lymph -vessels  may  be  very 
abundant  or  prominent  by  reason  of  their  dilatations;  the  vessels  of 
otherwise  normal  tissues  may  also  be  largely  dilated,  thus  simulating 

ccs.   vol.   Ixxx..   p    134.   1880. 
,  vol.  xv..  p.  470.  1WW  bilil 
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vascular  tumors.  These  are,  however,  not  true  angiomata,  although 
sometimes  reckoned  among  them,  and  in  many  cases  closely  allied  to 
them.     Such  are  the  so-called  arterial  rarix,  or  cirsoid  aneurisms,  and 


haemorrhoids,  and  various  lymphectasia?.  True  angiomata  are  of  two 
kinds— I.  Hemangioma,  and  II.  Lymphangioma. 

L  Hemangioma. — These  tumors  are  of  two  types:  1.  Those  formed 
largely  of  capillary  blood-vessels  with  either  thin  or  thickened  walls, 
embedded  in  a  more  or  less  abundant  connective -tissue  stroma.  These 
are  called  simple  angiomata  or  angioma  tetangiectoitlett  (Fig.  1C8).  The 
walls  of  the  vessels  in  these 
tumors  are  frequently  dilated 
or  pouched,  and  usually  form 
a  tangle  of  curled  and  inter- 
twined vessels.  They  occur 
most  frequently  in  the  skin 
or  subcutaneous  tissues,  usu- 
ally about  the  face,  and  may 
project  above  the  general  sur- 
face or  be  on  a  level  with  it. 
Such  are  the  so-called  macu- 
lar »<rn,  or  strawberry  viarks, 
which  are  usually  congenital. 
They  are  sometimes  sharply 
circumscribed,  and  sometimes 
merge  imperceptibly  into  the 
surrounding     skin.       They 

sometimes  occur  in  the  mucous  membranes,  in  the  mamma,  bones,  and 
brain.  They  are  benign  tumors,  never  forming  metastases,  but  may  be 
associated  with  sarcomata. 

2.  The  second  form  of  hemangioma,  called  angioma  cavernosum  (Fiji- 
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W'l),  consists  largely  of  a  series  of  intercommunicating,  irregular-shaped 
larger  and  smaller  blood  spaces  lined  with  endothelium,  and  surrounded 
hy  a  variable  quantity  of  fibrillar  connective  tissue,  which  may  contain 
smooth  muscle  cells.  They  resemble  the  erectile  tissue  of  the  corjtora 
cavernosa  of  the  penis  and  clitoris.  They  are  apparently  formed  by  a 
dilatation  of  old  and  new-formed  capillaries  and  veins.  They  are  some- 
times erectile  and  sometimes  pulsating,  and  are  not  infrequently  multi- 
ple. They  may  be  seated  in  the  skin  and  subcutaneous  tissue  forming 
the  so-called  projecting  nsevi,  or  in  internal  organs.     They  are  often 


found  in  the  liver  and  less  frequently  in  bone,  the  brain,  spleen,  uterus, 
kidney,  intestines,  bladder,  and  muscles.  They  are  usually  of  little  sig- 
nificance, though  they  may  give  rise  to  hemorrhages. 

II.  Lymphangioma. — These  tumors  consist  of  dilated  lymph  channels, 
which  either  preserve  approximately  the  general  shape  of  the  original 
lymph-vessels,  or  an-  distinctly  cavernous  in  character  (Fig.  170)  or  even 
They  probably  originate  in  part  in  new- formed,  in  part  i 


A  strict  distinction  between  tumors  formed  by  a  dila- 
-  funned  and  new-formed  lymph  channels  is  not  possible, 
very  primitive  character  of  some  of  the  ultimate  lymph 
ir  lack  of  knowledge  of  their  exact  relations  to  adjacent 
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In  the  lymphangioma! a  there  may  be  much  or  little  connective  tissue 
!*■  twee  11  the  dilated  channels,  which  are  usually  filled  with  a  translucent 
or  milky  Huid  resembling  normal  lymph.  These  tumors  are  usually  con- 
genital, but  are  sometimes  acquired.  They  usually  occur  in  the  skin  as 
soft,  sometimes  considerably,  sometimes  but  slightly  elevated  growths, 
and  may  occur  in  the  tongue — some  forms  of  so-called  maeroglossia. 
They  an*  lx-nign  tumors,  but  may  rupture,  giving  rise  to  serious  lym- 
phoiTluea. 


Tumors  in  Which  Epithelial  Cells  are  Predominant  or  Char- 
acteristic Elements     Epithelial  Tumors. 

I.   ADENOMA.      II.   CARCINOMA. 

Gnifral  Cwixiitrrtitioitii  Ji'iytmlhi;/  BpWteOat-OaB  Tumors. 
While  in  the  main,  in  the  normal  body,  the  genera)  distinctions 
between  epithelial  and  other  tissues  are  fairly  well  marked,  there  are 
instancies,  especially  those-  in  which  epithelial  tissues  are  in  process  of 
physiological  growth  or  rejuvenation,  In  which  the  distinctions  are  quite 
ill-delined.  When  we  remember  the  rapid  growth  of  many  tumors,  the 
tendency  to  incomplete  f<  rmation  of  (heir  cells,  their  diverse  seals,  and 
the  various  complicating  conditions  under  which  they  originate  and  de- 
velop, it  does  not  weni  strange  that  the  exaot  limitations  of  this  class  of 
Illinois  are  not  easy. to  fix,  nor  that  they  seem  sometimes  to  merge  into 
one  another  and  into  humor  tissues  belonging  to  other  classes.  If  epi- 
thelial cells,  under  all  circumstances,  had  a  definite  and  characteristic 
Structure,  or  if.    on  the  other  hand,  we  could  always  know  whether  a 


given  cell  group  originated  in  epithelium  or  not,  the  matter  of  distin- 
guishing between  tumors  of  this  and  other  classes  would  Ihl  simple  and 
easy  enough.  As  it  is,  in  some  oases  both  morphological  and  histogenet&C 
criteria  fail  us.  and  the  clinical  history  and  gross  appearance  ure  m-l 
characteristic.  Such  instances — which  are  indeed  rare-— suggest  Hie 
possibility  thai  the  facts  at  our  command  do  not  Justify  such  definite 
distinctions  between  epithelial  and  certain  other  tumors  as  on  both  the- 
oretical and  practical  grounds  we  should  like  lo  command.  While 
these  difficulties  in  special  cases  must  be  acknowledged,  the  distinctions 
are  in  llie  main  definite  enough,  and  very  useful  both  for  clinical  and 
scientific  purposes. 
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Epithelial  tumors  always  contain,  in  addition  to  the  more  or  less 
characteristic  cellular  elements,  a  connective-tissue  stroma  which  gives 
them  support  and  carries  the  vessels  (Fig.  171).  This  stroma  may  Ix; 
sparse  or  abundant,  may  contain  few  or  many  cells,  is  sometimes  ar- 
ranged in  irregular  fascicles  or  hands,  and  very  frequently  forms  the 
walls  of  well  defined,  variously  shaped  spaces  or  cavities  called  atreoli, 
iu  which  the  epithelial  cells  lie.  The  epithelial  cells,  in  most  cases,  lie 
along  the  walls  of  the  alveoli  without  an  intimate  connection  with  them. 
They  are,  moreover,  packed  together  without  more  intercellular  substance 
than  the  usual  cementing  material  common  to  epithelial  cell  masses.     Iu 


this  lack  of  fibrillar  intercellular  substance  within  the  alveoli,  and  in  the 
loose  relationship  between  the  cells  and  the  alveolar  walls,  lie  iu  many 
cases  the  chief  morphological  distinctions  between  certain  carcinomata 
and  alveolar  sarcomata. 

In  certain  of  the  epithelial  tumors  there  is  a  reproduction  of  typical 
gland  tissue  of  various  kinds,  depending  upon  the  seat  and  conditions  of 
growth  of  the  tumor.  Such  tumors  are  called  adenomata  ( Fig.  172).  A 
simple  liyi>ertropliy  of  a  gland,  or  an  increase  in  its  size  by  excessive 
growth  of  its  interstitial  tissue,  does  not  constitute  an  adenoma.  There 
must  be  an  actual  new  formation  of  more  or  less  typical  gland  tissue. 
This  is  not  always  or  frequently  of  exactly  the  same  character  as  the 
gland  tissue  in  which  it  originates,  and  always  exhibits  a  certain  lack  of 
conformity  to  the  type  in  structure  and  mode  of  growth.  The  alveoli 
and  ducts  usually  have  a  lumen  and  sometimes  a  memhrana  propria,  but 
the  cells  may  differ  in  sha|>e  from  one  another  and  from  those  of  the 
gland  from  which  they  spring. 

Epithelial  tumors  in  which  there  is  no  close  conformity  to  a  glandu- 
lar type,  hut  an  independent  ami  atypical  growth  of  epithelial  cells  in 
the  meshes  of  an  old  or  new-formed  connective- tissue  stroma,  are  called 
ntiriiwuittta  (Fig.  171  i. 

It  will  readily  be  seen  that  there  must  be  a  border  region  between 
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the  adenomata  and  carcinomata,  where  conformity  to  the  glandular  type 
merges  into  the  lawlessness  of  growth  characteristic  of  carcinomata.  In 
this  border  region  a  certain  degree  of  individual  bias  must  be  permitted 
in  assigning  a  name  to  the  new  growth.  In  some  cases  a  sharp  distinc- 
tion cannot  be  made;  or  the  tumor  may  share  in  the  characteristics  of 
both,  and  then  we  very  properly  make  use  of  the  term  adenocarcinoma 
or  carcino-adenoma. 

I.    ADENOMA. 

The  structure  of  the  cellular  elements  of  these  tumors,  and  their  ar- 
rangement into  acini  and  ducts,  vary  even  more  than  do  those  of  the 
normal  glands  whose  types  they  follow.  The  acini  usually  possess  a 
more  or  less  well-defined  lumen  and  membrana  propria  (see  Fig.  172). 
The  adenomata  sometimes  merge  into  the  surrounding  tissue,  or  are  con- 
tinuous with  the  gland  tissue  in  which  they  originate ;  sometimes  they 
are  distinct  in  outline  and  encapsulated.  The  interstitial  tissue  is  some- 
times abundant,  sometimes  sparse,  and  may  contain  few  or  many  cells. 
The  irregularities  of  their  growth  often  lead  to  the  stoppage  of  the 


be  nlted  sdenu  carcinoma. 


lumiua  of  their  ducts  and  the  formation  of  cysts.  They  may  undergo 
mucous  metamorphosis  and  may  become  sarcomatous. 

Adenomata  occur  in  the  mamma,  ovary,  liver,  kidney,  thyroid,  sali- 
vary and  lachrymal  glands,  and  in  the  caruncle ;  in  the  mucous  mem- 
brane of  the  nose,  pharynx,  stomach,  intestine,  and  uterus;  and  occa- 
sionally in  the  sebaceous  and  sweat  glands  of  the  skin.  The  so-called 
inultilocnlarcystomata  of  the  ovary  are  among  the  most  important  of  the 
adenomata. 

There  are  numerous  papillary  and  polypoid  growths,  in  gland  ducts 
and  on  mucous  membranes,  in  which  there  is  an  actual  new  formation 
of  gland  epithelium ;  but  this  is  usually  secondary  to  a  primary  growth, 
beneath  the  epithelial  layer,  of  some  other  tissue,  such  as  fibrous  or 
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mucous  tissue,  and  the  new  growth  of  gland  epithelium  simply  keeps 
pace  with  the  growth  of  the  stroma  which  it  covers.  Such  growths  are 
sometimes  classed  among  the  adenomata,  but  do  not,  strictly  speaking, 
belong  there. 

Many  of  the  adenomata  are  benign  tumors,  being  slow  of  growth 
and  localized,  but  there  are  very  important  exceptions.  Some  of  the 
adenomata  of  the  stomach  and  intestines  belong  to  the  most  malignant 
of  tumors  in  rapidity  of  local  extension,  in  the  formation  of  metastases, 
and  the  development  of  cachexia.  Certain  of  the  adenomata  of  the 
uterus,  mamma,  and  thyroid  are  also  very  malignant.  It  should  be  re- 
marked, however,  that,  as  a  rule,  the  malignant  adenomata  are  those 
which,  in  structure,  lie  close  upon  the  border  line  between  tumors  of 
this  class  and  carcinomata  (see  Fig.  173),  and  by  such  observers  as  in- 
cline to  lay  more  stress  upon  clinical  than  morphological  distinctions 
they  are  usually  classed  among  the  latter. 

II.    CARCINOMA. 

The  tumors  of  this  highly  important  class  are  composed,  as  above 
stated,  of  a  connective- tissue  stroma,  forming  more  or  less  well-defined 
communicating  spaces  or  alveoli,  in  which  lie  variously  shaped  epithelial 
cells  arranged  in  an  atypical  manner.  The  stroma,  containing  few  or 
many  cells,  may  be,  especially  in  the  advancing  portions  of  the  tumor, 
composed  largely  of  the  old  connective  tissue  of  the  part.  It  may,  how- 
ever, be  entirely  new  formed.  The  cells  which  lie  in  the  spaces  or  alve- 
oli sometimes  l>ear  a  very  close*,  but  sometimes  only  a  gene  nil  resem- 
blance to  epithelium  (Fig.  171). 

Within  the  last  twenty  years  the  opinion  has  found  general  accept- 
ance that  new  epithelial  cells  in  tumors,  as  well  as  under  other  conditions, 
normal  and  pathological,  arise*  after  embryonic  life  exclusively  from  old 
epithelium. 

The  apparent  occurrence  of  primary  epithelial  tumors  in  parts  of  the 
body  in  which  epithelium  is  not  normally  present,  as  in  bone  and  the 
lymph-nodes,  has  l>een  recorded;  but  these  may  have  l>een  metastatic 
tumors,  in  which  the  primary  growth  was  small  and  overlooked,  or  they 
may  have  been  displaced  embryonic  remains,  which,  according  to  Colin - 
heim's  hypothesis  (set*  page  2(>!> ),  would  explain  their  heterologous  oc- 
currence. These  possibilities  of  error  should  be  taken  into  the  account 
in  the  apparently  exceptional  cases,  and  it  is  to  lie  remarked  that  they 
are  becoming  less  and  less  as  our  knowledge  increases  and  our  technical 
facilities  for  research  improve. 

A  considerable  numl>er  of  the  tumors  formerlv  descril>ed  as  heterolo- 
gous  primary  carcinomata  are  now  known  to  be  formed  by  proliferation 
of  endothelium,  or  mesothelium,'  and  hence  to  belong  to  another  class — 
endothelioma — although  sometimes  considerably  resembling  the  carci- 
nomata in  structure. 

1  See  reference*  Mim>t,  p.  274. 
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A  great  practical  difficulty  in  tin-  description,  and,  in  beginners,  in 
tin-  recognition,  of  lln'  cnrcinomala  and  their  varieties,  lies  in  the  great 
diversity  in  shape  which  their  cells  present.  It  should  be  always  borne 
in  niind  that  the  shape  of  cells  depends  in  pari  upon  their  inherited  ten- 
dencies ingrowth,  which  we  cannot  see  under  the  mieroBOOpe;  hid  boa 
greater  degree  npon  the  varying  conditions  of  nutriment  and  pressure 
in  which  they  are  placed  during  life,     in  the  norma]  bod;  these  cundi- 
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tious  conform  to  a  certain  standard,  so  that  cells  of  agivi 
given  stage  of  development  are  approximately  similar. 

In  luniors,  however,  the  lawlessness  and  lack  of  fixed  conditions  in 
growth  arc  such  thai  we  may  have  many  young  and  alypical  so-called 
indiirci'cnt  formsof  cells;  while  even  the  adult  forma  may  depart  widely 
IVotn  normal  shapes.  ThiLs,  in  cylindrical  celled  carcinomala  their  arc 
many  fully  dcvelojied  cells  which  arc  never  cylindrical ;  there  arc  many 
others  not  fully  developed  which  are  quite  Indifferent  in  form,  looking 
just  like  many  other  young  cells.  Finally,  there  may  be  in  such  tumors 
Inflammatory  processes  through  which  young  connective-tissue  cells  arc 
formed,  not  to  lie  distinguished  individually  from  the  atypical  forms  of 
epithelium.  Thus  it  is  that  there  is  no  morphologically  characteristic 
■cancer  cell."  as  was  formerly  supposed.  Some  of  them  are  typical  and 
some  not,  and  the  more  typical   may  resemble  normal  epithelial  cells, 


and  the  atypical  may  look  like  young  connect ive-tissiie  cells  or  even 
lymphocytes.     It  ia  in  the  topography,  together  with  the  general  eharac- 
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ters  of  the  cells  and  tint  situation  of  the  growth,  that  we  must  seek  for 
the  evidences  of  llie  nature  of  such  tumors. 

The  earcinomata  are  very  prone  to  local  extension,  the  advancing 
tumor  cells  in  I  he  periphery  making  their  way  through  the  lymph  spaces 
and  funning  new  foci  (Fig.  17/i).     Metastasis  is  of  frequent  occurrence 

;>.'..  %*«.?«}. I'    V 


in  sumo  forms,  Mid  tukes  pluee  chiefly,  though  not  exclusively,  thmugh 
tile  lymph-vessels  (Fig.  17«),  frequently  involving  ildjneeiit  or  remote 
lymph-mslcs  vFig.   177).     The  growth  of  llie  tinnor  cells  in  the  lymph- 


vessels,  dither  in  (lie  immediate  vicinity  of  the  original  tumor  or  follow- 
ing metastasis  in  B  distant  part  of  the  body,  may  tlisteiul  these  so  that 
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on  free  surfaces  like  tlie  pleura  and  peritoneum  they  form  a  whitish, 
elevated  network.  Transverse  seelions  of  such  distended  lymph-vessels 
are  shown  in  Fig.  ITS.  Secondary  tumors  are  in  the  main  similar  in 
genera]  structure  to  the  primary  Foci,  hut  may  differ  from  them  in  vas- 
eulurity  and  the  abundance  of  the  stroma,  "r  ia  tlie  shape  of  the  cells. 
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The  carcinomata  are,  as  a  rule,  malignant  tumors,  but  the  different  forms 
vary  much  iu  this  respect. 

Carcinomata  are  liable  to  fatty,  colloid,  mucous,  and  amyloid  degen- 
eration, aud  arc  especially  prone  to  ulceration  (sec  Fig.  174),  to  haemor- 
rhage and  inflammation  (Fig.  179).    They  may  become  partially  calcined, 

•.-,  ■=     ~-    c;-   -     ..=,..     . 


'«<?     "«; 


*» 


-  ■■•'£»****  -v-    ■■■-■  --•-," 

Ftli.  ir».— RXEDATIVI  IN  CUM  MAT  IDS  IN  ("arcinqma. 

SbowiriR  leucocTUw  In  the  «rom»  mil  In  (be  ejiitlielium.  The  epithelium  la  dlalnUvrmllng.  ud  In  lb? 
■Dull  region  shown  In  Urn  cut  Ue  leucorjua  in  apparently  acting  u  phagocytes  In  Urn  ■oftenlnd  and  re- 
moval of  Hie  dlaJnletrrailnK  epithelium. 

and  are  not  infrequently  combined  with  other  forms  of  tissue  in  the 
mixed  tumors. 

They  are  more  frequent  in  the  middle-aged  and  elderly  than  in  the 
young,  but  they  may  occur  at  any  age.  Multiple  primary  carcinomata 
have  been  occasionally  reported.' 

Forms  of  Carcinoma. 

In  certain  carcinomata  of  the  skin  and  mucous  membranes,  the  cells, 
following  the  type  of  epithelium  from  which  they  arise,  as  they  grow 
older  are  apt  to  Is-cnmc  flattened  or  squamous;  these  tumors  are  called 
Squtimdim  or  Flat-rcilcil  Carcinomata,  or  simply  KpithrliomnUi.  hi  another 
clam  of  tumors,  such  us  frequently  occur  in  the  guslro-intestinal  canal 
anil  uterus,  the  cells  are  more  or  less  cylindrical  in  shape,  forming  a 
palisade-likc  lining  to  the  irregular  alveoli;  such  tumors  are  culled 
Ct/fhttlrirfil-rtUrtt  t'ini-iiiiimata,  although  here  again  many  of  the  cells  are 
not  cylindrical  at  all.  but  may  have  a  great  variety  of  forms.  There  is 
a  third  mid  very  common  form  of  tumor,  in  which  the  epithelial  cells 
'See  Wurthii.,  Jour.  Am.  Mwl.  Assn..  May  fiili.  1889.  bibliography. 


have  bo  constant  characteristic  shape,  but  vary  as  much  as  do  the  cell 
Conns  in  the  various  glands  of  the  body.  Such  tumors  are  conveniently 
rlatnritt  together  as  CareHtfma  timptex. 

In  add i I  ion  to  these  forms  there  are  several  others  which  depend  for 
their  characteristics  upon  various  metamorphoses  in-  degenerations,  or 
upon  the  preponderance  of  one  or  other  of  the  anatomical  constituents  of 
the  growth.  It  will  be  most  convenient  to  given  brief  description  of 
then  various  kinds,  one  after  another,  with  the  understanding  that  they 
are  not  absolute  specific  forms,  but  are  simply  varieties  which  ii  is  con- 
venient to  recognize  for  clinical  as  well  as  anatomical  purposes. 

Epithelioma. — These  lumors  occur  in  I  he  skin  and  in  the  mucous  niem- 
branes  which  are  covered  with  squamous  epithelium.  The  cells  present 
all  of  tiie  various  forms  which  normally  exist  iu  these  parts — the  cuboidul 
and  polyhedral  cells  of  the  retc  Malpighii.  as  well  as  the  more  superficial 
flattened  forms  |  Fig.  180).  Frequently  the  spined  cells,  or  so-called 
"prickle  cells,"  are  largely  reproduced.  Haviug  lo  a  certain  extent  the 
same  life  history  as  the  cells  iu  which  they  originate,  many  of  the  tumor 
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cells  become  dry,  thin,  and  horny,  like  the  epidermis  cells,  as  they  grow 
older;  and  since  (heir  growth  and  changes  often  occur  within  Hie  old 
lymph  spaces  of  the  affected  tissue  or  in  the  new-formed  alveoli,  the 
evils  are  sometimes  packed  together  in  spheroidal,  concentric  masses 
called  "epithelial  pearls"  (Figs.  181  and  182),  which  may  sometimes  be 
seen  with  the  naked  eye  upon  or  near  the  surfaee  of  the  growth. 


The  new  epithelial  roll  groups  may  l>c  large  or  small,  may  l>e  scpa- 
rated  by  much  or  little  stroma;  often  form  reticular  masses  (Fiji-  183), 
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and  may  infiltrate  the  tissues  deeply 
project  above  the  surface,  forming  w; 


main  near  the  surface;  or  may 

;e  nr  papillary  growths.     These 


tumors  fi-etpietitly  ulcerate  on  the  surface  ( Pig,  1 7-1 ),  and  the  skin  about 
then  js  apt  to  become  thickened  (Fig.  1S4). 

Bpltbeliomata  are  most  apt  I"  occur  in  the  skin.  especially  in  those 
ports  in  which  it  become*  continuous  with  mucous  membranes — lips,  ex- 
tenial  nasal  Openings,  eyelids,  labia,  and  glanfl  iH-nis — and  are  !'ri-i|iieiil 
in  the  mouth,  ssophagns,  vagina,  and  about  the  cervix  uteri.  They 
ma]  develop  in  congenital  nam  of  the  skin,  such  as  that  shown  in  Fig. 


in.  1M,— Ki'iTiiEU'im  at  Back  or  Kami. 
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186.  This  occurrence  illustrates  ;i  congenital  local  predisposition  to  tu- 
niiir  formation.  Simple  congenital  ua-vi  are  sometimes  mistaken  for  epi- 
thelioma! a  Itecaiise  of  similar  it  y  in  the  gross  appearance  of  certain  forms. 


A  COKOKSITAL  KXflN 


There  are  ;tls»  earcinomatu  of  the  skin,  composed  of  culwidul  cells  ar 
ranged  in  tubules  or  masses,  which  do  boI  follow  ihe  type  of  the  epithe 

Hum  of  the.  skin,  but  rather  that  of  the  sweat  glands  or  sebaceous  glands,' 


Then  I nsan  found  moat  frequency  on  the  nose  and  eyelids  (Fig. 

186  i  i  Bonw  of  i  hem  raaamble  endotbeliomata  (Figa,  187  and  18ft). 
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Sometimes  certain  of  the  cells  in  an  epithelioma  appear  to  coalesce, 
forming  a  large  inultinuclear  mass.  This  variety  of  epithelioma  is  some- 
times called  giant-celled  epithelioma. 

Flexuer'  has  described  a  rare  tumor  arising  from  the  epithelial  layers 
of  ihe  retina,  which  he  calls  a  neuro-epithelioma. 

Epithelinmata  are  apt  to  recur  if  not  thoroughly  removed,  and  may 
form  metastases,  but  in  general  they  are  the  least  malignant  of  the  car- 


cinomata.  Some  of  the  smaller  forms  may  exist  for  years  with  no  evi- 
dent tendency  to  growth  (Figs.  187  and  188). 

Cylindrical-celled  Carcinoma. — These  tumors,  closely  allied  to  some 
forms  of  adenoma  (see  Fig.  173),  occur  in  the  stomach,  intestines,  and 
uterus.  The  cells  may  be  only  in  part  cylindrical,  the  remainder  having 
various  shapes,  and  all  being  loosely  or  closely  packed  in  larger  or  smaller 
alveoli.  They  may  have  much  or  little  stroma.  They  merge  impercept- 
ibly into  the  next  class: 

Carcinoma  Simplex. — These,  which  are  by  far  the  most  frequent  of  the 
carcinomata  of  internal  parts,  are  characterized  by  the  alveolar  structure 
and  by  the  absence  of  any  special  characteristic  shape  in  the  cells,  which 
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may  be  spheroidal,  polyhedral,  fusiform,  or  cuboidal.  They  may  or 
may  not  resemble  the  epithelium  of  the  gland  in  which  1  hey  originate. 
They  are  usually  nodular  tumors,  and  may  l>e  hard  or  soft.  If  ihe  new- 
formed  stroma  is  abundant  and  dense,  and  preponderates  over  the  cellu- 
lar elements,  the  tumor  is  usually  hard  and  is  called  scirrhux  or  fbro- 

'  Firmer,  "A  Peculiar  Glioma  (neuro-  epithelioma )  of  tliu  lleiiiui."  Julius  Hopkins 
Hospital  Bulletin.  August.  1891. 
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carcinoma  (Fig.  189).  If,  on  the  other  hand,  the  ceilulareiementslargely 
prcpomlerate,  the  tumor  is  usually  soft,  and,  if  it  do  not  contain  too 
many  blood-vessels,  may  have  a  general  resemblance  to  brain  tissue,  and 
is  then  called  cncephaloid  or  medullary  canter  ;  or,  better.  Carcinoma  molle 
(Fig.  171).     These  are  among  the  most  malignant  of  the  carcinomata. 

V".- : '-'a*? -•'■-     ■  '■■'■--   ■.--  ■.--•■- 
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FlO.    1MB.-  -FmBO-CiRCISOHA  OB  CiHClNOM*    DURUM    (SCIHRHUS  CARCISOMi). 

The  iuterccllular  tissue  in  these  carcinomata  may  become  so  abundant 
as  nearly  to  obliterate  the  cellular  elements,  but  it  is  doubtful  if  they 
ever  undergo  spontaneous  cure  in  this  way.  These  tumors  may  be  hard 
in  one  portion  and  soft  in  another.  They  may  contain  many  blood- 
vessels, C.  telangicctoides.  They  occur  as  primary  tumors  in  the  mamma, 
stomach,  liver,  thyroid,  salivary,  and  prostate  glands,  in  the  pancreas, 
kidney,  testicle,  and  ovary,  and  may  occur  elsewhere. 

Gelatinous  Carcinoma. — The  cells  of  certain  carcinomata,  especially  of 
the  gastro- intestinal  canal,  may  develop  a  translucent  gelatinous  material 
whose  nature  is  not  well  understood,  which  accumulates  within  the  cells. ' 
In  some  Rises  this  accumulation  is  moderate  when  the  protoplasm  of  the 
cells  may  be  more  or  less  encroached  upon  by  the  translucent  droplets  of 
the  gelatinous  material ;  but  in  other  cases,  over  large  areas  the  cells  arc 
partially  or  entirely  destroyed,  and  replaced  by  the  new  material  so  that 


From  a  lunicir  of  th 


the  alveoli  of  the  tumor  are  distended  by  it,  and  their  walls  appear  very 
distiuct  in  the  midst  of  the  gelatinous  substance  fFig.  UK)).  In  such 
eases  the  alveolar  structure  of  the  tumor  is  sometimes  very  evident  to  the 
id  cancer*,"  but  the  material  which  character 
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naked  eye,  and  these  tumors  are  therefore  often  called  alveolar  carcinoma. 
Sometimes  only  a  part  of  the  tumor  is  affected  in  this  way. 

Carcinoma  Hyxomatodes. — The  cellular  elements  of  carcinomata  may 
suffer  mucous  softening,  and  thus  larger  and  smaller  cysts  containing  a 
mucous  fluid  are  sometimes  formed.  To  this  type  of  metamorphosed 
tumor  the  above  name  is  sometimes  applied,  but  it  more  properly  belongs 
to  carcinomata  in  which  the  stroma  is  composed  of  mucous  tissue  (Fig. 
191).  Such  tumors  are  most  fre- 
quently found  in  the  gastrointesti- 
nal canal  and  mamma. 

Helano-Carcinoma.  —  Tumors  of 
this  class  are  rare,  and  are  character- 
ized by  the  presence  of  a  variable 
quantity  of  black  or  brown  pigment 
particles  either  in  the  stroma  or  in 
the  cells.     They  are  usually  soft  and 

malignant,  and  most  frequently  oc-  _     ,„,    „ 

i~  >  i  •>  rid.  191.— CABcr noma  Myxomatodes. 

cur  in  the  skin. 

From  a  tumor  of  the  m 

SIoi.LVBCCM  coKTAOiosi'M  is  the  desig- 
nation of  small  soft  multiple  growths  of  the  skin,  most  frequent  on  the  face,  arms,  and 
chest,  and  on  the  external  genital  organs.  They  are  tabulated  and  contain  cells  simi- 
lar to  those  of  the  rete  Malpighii.  Within  the  cells  and  crowding  the  nucleus  to  one 
side,  or  free  among  the  cells,  are  rounded  or  ovoid  bodies  which  arc  believed  by  many 
to  be  protozoan  parasites. 

Bibliography  of  Tumors. 

The  most  extensive  and  important  work  on  tumors,  containing  a  vast  store  of  In- 
formation, is  that  of  Rudolph  Virclunr,  "  Die  krankhaften  Geschwlllstc."  It  is  not  com- 
pleted and  is  somewhat  old,  but  is  still  invaluable  as  a  work  of  reference.  A  valuable 
bibliography  aud  digest  of  recent  observations  on  tumors  will  be  found  in  Zirgler't 
"Lchrbuch  der  path.  Aunt.."  Bd.  I.,  last  edition.  An  important  resume  on  the  malig- 
nant tumors  in  childhood,  by  Stern,  may  be  found  in  the  Deutsche  med.  Wochenschrift, 
June  2d.  1M92,  p.  464.  "An  Introduction  to  General  Pathology,"  by  Sutton,  contains 
many  suggestive  facts  about  tumors  drawn  from  comparative  pathology.  Current  ad- 
ditions to  the  subject  maybe  found  in  the  tiles  of  Lu  borsch  and  Oatertng's  "Ergeb- 
nisse."  sec  particularly  Lubarach,  Jahrg.  1,  p.  2S9,  for  a  comprehensive  s 
for  newer  bibliography  to  1899,  AacJioff,  Jahrg 


CHAPTER  X. 

THE  LESIONS  INDUCED  BY  POISONS. 

Forms  of  Poisons. 

A  poiron  has  been  commonly  considered  to  be  a  substance  which 
when  introduced  into  the  body  from  without  is  capable  of  inducing,  by 
means  other  than  mechanical,  pathological  alterations  of  function  or 
structure,  or  both.  But  this  conception  of  poisons  as  extraneous  pre- 
formed substances  has  recently  been  greatly  modified.  For  it  has  been 
learned  that  poisons  may  be  formed  within  the  body,  either  through  the 
action  of  micro-organisms  upon  its  organic  constituents  or  through  the 
metabolism  of  the  body  cells  themselves. 

It  is  thus  convenient  in  considering  the  lesions  induced  in  the  body 
by  poisons — toxic  lesions — to  place  in  one  group  those  due  to  preformed 
extraneous  poisons — exogenous  poisons — and  in  another  group  those  due 
to  substances  formed  within  the  body — endogenous  poisons. 

It  has  furthermore  been  found  convenient  to  make  three  classes  of 
the  endogenous  poisons.  First,  those  which  are  formed  under  the  in- 
fluence of  micro-organisms  in  the  course  of  the  acute  infectious  diseases 
and  whose  effects  are  most  appropriately  studied  in  that  connection. 
These  may  Ik*  called  endogenous  poisons  of  infectious  origin.  Second,  those 
which  are  formed  under  the  influence  of  micro-organisms  in  the  gastro- 
intestinal canal  or  elsewhere  and  absorbed  into  the  body  fluids.  Third, 
those*  which  are  formed  by  the  metabolism  of  the  body  cells  themselves. 

To  endogenous  poisoning  induced  by  either  of  the  latter  two  classes 
of  agents,  the  term  auto-intoxication  has  been  most  commonly  and  most 
appropriately  applied. 

As  we  have  already  studied  the  toxic  lesions  of  the  infectious  diseases, 
we  have  onlv  to  consider  here: 

First,  the  lesions  induced  by  preformed  or  extraneous  poison — ex- 
ogenous poisons ;  and  second,  those  due  to  the  endogenous  poisons  which  are 
concerned  in  the  so-called  auto- intoxications.1 

1  The  limitation  of  the  term  auto-intoxication  as  it  inhere  used  is  adopted  from  Mar- 
tin*,  who  has  written  most  clearly  and  suggestively  upon  the  subject.  See  Martins, 
"Pathogenese  innerer  Krankheiten,"  Heft  1  and  2,  li*9lM9O0. 
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The  Lesions  Induced  by  Exogenous  Poisons.1 

Sulphuric  Acid. 

The  effects  of  this  poison  vary  with  the  amount  taken  and  with  its  strength.  Death 
usually  occurs  in  from  two  to  twenty-four  hours  after  the  ingestion  of  the  concen- 
trated acid.  A  case  of  death  within  an  hour  is  recorded.  When  the  poison  is  less  con- 
centrated or  its  effects  are  less  intense,  the  patient  may  survive  for  months. 

The  skin  of  the  face  about  the  mouth  may  be  blackened  and  charred  by  the  acid. 

The  mouth  and  pharynx  are  of  a  grayish  or  blackish  color,  or  are  covered  with  a 
whitish  layer,  while  the  deeper  tissues  are  reddened.  Sometimes  these  regions  escape 
the  action  of  the  poison. 

The  larynx,  trachea,  and  lungs  are  sometimes  softened  and  blackened  by  the  acci- 
dental passage  of  the  acid  into  them.  This  may  take  place  even  when  the  acid  does 
not  pass  into  the  oesophagus. 

The  (vwphagu*  seldom  escapes.  It  is  colored  grayish  or  blackish,  softened,  and  the 
mucous  membrane  comes  off  in  shreds.  If  life  is  prolonged,  cicatrices  and  strictures 
are  formed.  The  stomach  may  contain  a  blackish,  pulpy  fluid,  due  to  the  action  of  the 
acid  on  mucus,  blood,  etc.  It  is  coated  on  its  internal  surface  with  a  black,  sticky 
layer,  beneath  which  the  mucous  membrane  is  reddened.  The  mucous  membrane  may 
be  blackened  in  patches  or  stripes.  The  organ  may  be  contracted  and  the  mucous 
membrane  corrugated.  Sometimes  perforation  takes  place  and  the  acid  blackens  and 
softens  the  adjoining  viscera.  In  protracted  cases  cicatrices  are  formed  and  the  organ 
is  contracted.     If  the  poison  is  dilute  there  may  be  only  the  lesions  of  chronic  gastritis. 

Tlwbhtod  is  sometimes  thickened,  syrupy,  acid,  and  may  form  thrombi  in  the  vessels. 

Fatty  degeneration  of  the  renal  epithelium  is  mentioned  by  some  authors. 

The  body  may  be  partially  preserved  from  decomposition,  owing  to  the  action  of 
the  acid  upon  the  tissues. 

The  solution  of  indigo  in  sulphuric  acid,  commonly  known  as  sulphate  of  indigo, 
produces  the  same  lesions  as  sulphuric  acid,  and  also  stains  the  tissues  with  which  it 
comes  in  contact  of  a  dark-blue  color.  It  is  stated  that  an  indigo-blue  tint  is  often 
found  in  the  mucous  membranes  after  poisoning  by  pure  sulphuric  acid. 

Nitric  Acid. 

Death  may  occur  very  soon  after  the  taking  of  the  poison,  but  is  not  usual  until 
the  lapse  of  several  hours,  and  may  not  ensue  for  several  days  or  weeks. 

The  surface  of  the  mucous  membrane  of  the  mouth,  pharynx,  and  oesophagus  is  cov- 
ered with  yellow  eschars  wherever  the  acid  has  touched  it.  Beneath  and  around  the 
eschars  the  tissues  are  congested  and  red.  The  poison  may  reach  the  oesophagus 
without  acting  on  the  mouth.  The  stomach  contains  a  viscous,  sanguinolent,  yellow 
or  greenish  fluid.  The  mucous  membrane  is  congested,  red,  swollen,  softened,  and 
ecchymotic.  It  is  rarely  perforated.  The  duodenum  may  be  inflamed,  and  the  inflam- 
mation extend  to  its  peritoneal  coat.  The  rest  of  the  intestines  usually  escapes  the 
action  of  the  acid. 

The  larynx  is  very  frequently  acted  on  by  the  acid.  There  are  yellow  eschars, 
congestion  and  swelling  of  the  mucous  membrane,  sometimes  a^dema  of  the  glottis. 
The  trachea  may  be  inflamed  and  the  lungs  congested. 

If  the  patient  survive  the  first  effects  of  the  poison,  chronic  inflammation,  cicatriza- 
tion, and  contraction  may  occur. 

The  acid  nitrate  of  mercurv,  if  taken  in  a  concentrated  form  into  the  stomach,  mav 
induce  the  same  lesions  as  nitric  acid. 

1  For  special  precautions  to  be  taken  in  the  post-mortem  examination  in  cases  of 
suspected  poisoning,  see  p.  88. 
21 
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Hydrochloric  Acid. 

Id  fatal  cases  death  occurs  on  the  average  in  about  twenty -four  hours.  The  lesions 
are  in  general  similar  to  those  produced  by  sulphuric  and  nitric  acids,  except  that  the 
eschars  are  usually  of  a  whitish  color  at  first,  becoming,  after  a  time,  discolored  and 
disintegrated.     It  is  also  more  common  to  find  false  membranes  on  the  inflamed  surfaces. 

Oxalic  Acid. 

In  fatal  cases  death  may  occur  within  ten  minutes  (in  one  case  it  occurred  in  three 
minutes)  or  it  may  be  delayed  for  two  or  three  weeks.  The  period  of  death  does  not 
depend,  as  do  in  general  the  symptoms,  upon  the  amount  and  concentration  of  the 
poison. 

The  mucous  membrane  of  the  mouth,  jtharynx.  and  ampkigut  is  usually  white  and 
shrivelled,  and  easily  peeled  off.  and  may  be  covered  with  brownish  vomit  from  the 
stomach.  The  oesophagus  may  Ik*  much  contracted.  The  ttvinach  is  usually  contracted 
and  contains  a  dark-brown,  acid,  mucous  fluid.  The  mucous  membrane  of  the  stomach 
may  be  pale.  soft,  and  easily  detached,  sometimes  looking  as  if  it  had  been  boiled  in 
water.  Sometimes  it  is  red  and  congested:  sometimes  blackened  and  gangrenous; 
sometimes  |>eeled  off  in  jwtelies.  Perforation  is  of  rare  occurrence.  If  life  Im»  pro- 
longed the  whitened  condition  of  the  mucous  membrane  is  succeeded  by  congestion  and 
inflammation.  The  mnall  intt*tine*  may  lie  inflamed.  Inflammation  of  the  /fount  and 
peri  ton  turn,  and  congestion  of  the  lung*,  are  of  occasional  occurrence.  In  some  cases  of 
death  from  oxalic  acid  there  are  no  well-marked  lesions. 

Potassium  oxalate  produces  the  same  lesions  as  oxalic  acid. 

Tartaric  Acid. 

This  acid  is  seldom  used  as  a  poison,  but  in  large  doses  may  prove  fatal.  The 
lesions  in  the  cases  ol>scrvcd  were  redness  and  inflammation  of  the  mucous  membrane 
of  the  gastro  int<*stinal  canal. 

Potash,  Soda,  and  their  Carbonates. 

These  substances  are  not  commonly  used  as  poisons  with  suicidal  or  homicidal  in- 
tent, but  may  lie  taken  by  mistake.  They  may  cause  death  in  a  few  hours,  or  life  may 
be  prolonged  for  several  weeks. 

The  mucous  membrane  of  the  mouth,  pharynx.  trmph<igu*t  and  ntomach  is  softened, 
swollen,  congested,  and  inflamed,  or  may  lie  peeled  off.  It  may  1h»  blackened  from  local 
changes  in  the  blood.  The  mucous  membrane  of  the  larynx  and  trachea  may  also  l>e 
swollen  and  intiamed. 

If  life  is  prolonged  for  some  time,  cicatrices  and  strictures  of  the  amphagu*  and 
ntmnarh  are  apt  to  In*  produced  as  a  result  of  the  reparative  inflammation. 

Ammonia. 

The  vajmr  of  strong  ammonia  may  cause  death  from  inflammation  of  the  larynx 
and  air  passages.  The  strong  solution  of  ammonia  produces  lesions  similar  to  those  of 
potash  and  soda.  The  larynx,  trachta,  and  hmnchi  are  frequently  inflamed,  and  may 
Im*  covered  with  false  membranes.  Fatal  inflammation  of  the  rectum  and  colon  has 
liecn  produced  bv  an  enema  of  strong  solution  of  ammonia. 

Potassium  Nitrate. 

Accidental  poisoning  sometimes  occurs  from  larire  doses  of  this  wilt.  In  the  ob- 
served cases  there  were  intense  congestion  and  inflammation  of  the  ttmnach  and  inttn- 
tint*,  and  in  one  ease  a  small  perforation  of  the  stomach  existed. 
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For  the  effects  of  several  infrequently  employed  salts  of  the  alkalies  and  alkaline 
earths,  which  for  the  most  part  produce  simple  inflammation  of  the  gastrointestinal 
canal,  we  refer  to  special  works  on  toxicology. 

Phosphorus. 

Poisoning  by  phosphorus  is  much  more  common  in  France  and  Germany  than  in 
this  country.  Some  of  the  forms  of  rat  poison,  of  which  this  is  a  frequent  ingredient, 
and  the  ends  of  matches,  are  common  media  for  its  administration.  It  is  more  often 
used  with  suicidal  than  with  homicidal  intent. 

The  post-mortem  appearances  vary  according  to  the  length  of  time  which  elapses 
before  death,  which  may  be  from  a  few  hours  to  several  months. 

If  death  takes  place  in  a  few  hours  the  only  lesions  may  be  those  produced  by  the 
direct  local  action  of  the  poison.  The  mouth,  pharynx,  and  oesophagus  usually  escape. 
The  stomach  may  be  only  slightly  reddened,  or  there  may  be  patches  of  inflammation 
and  erosion.  The  contents  of  the  stomach  are  often  mixed  with  blood  and  may  have 
the  peculiar  smell  of  phosphorus.  There  may  be  little  bits  of  wood  present  wiien  the 
poison  has  been  taken  from  the  heads  of  lucifer  matches.  It  is  said  that  the  mucous 
membrane  of  the  stomach  may  emit  a  phosphorescent  light  in  the  dark. 

If  death  does  not  ensue  until  after  several  days  the  lesions  are  more  marked.  The 
body  is  usually  jaundiced.  There  may  be  ecchymoses  beneath  the  pericardium,  pleura, 
and  peritoneum,  in  the  lungs,  the  kidneys,  the  bladder,  the  uterus,  the  muscles,  and 
the  subcutaneous  connective  tissue,  and  bloody  fluid  in  the  visceral  cavities. 

Chromatolysis  of  the  ganglion  cells  may  occur. 

The  heart  and  voluntary  muscles,  the  walls  of  the  blood-vessels*  and  the  epithelium 
of  the  pulmonary  air  vesicles  may  be  in  the  condition  of  fatty  degeneration.  The  blood 
is  usually  dark  and  fluid. 

The  stomach  sometimes  presents  no  very  striking  changes.  There  may  be  small 
circumscribed  spots  of  inflammation,  erosion,  or  gangrene,  and  occasionally  perforation. 
The  most  constant  change  is  albuminous  and  fatty  degeneration  of  the  cells  which  line 
the  gastric  follicles.  In  consequence  of  this  the  mucous  membrane  appears  thickened, 
opaque,  of  white,  gray,  or  yellow  color.  The  small  intestine  appears  normal  or  is  con- 
gested. 

The  liver  is  found  in  different  degrees  of  albuminous  and  fatty  degeneration,  and 
is  often  stained  yellow  from  the  jaundice.  It  is  usually  increased  in  size  and  of  a  gray- 
ish-yellow or  light-yellow  color,  unless  stained  by  the  bile.  Less  frequently  the 
centres  of  the  acini  are  congested,  or  the  entire  liver  is  congested,  or  there  are  small 
hremorrhages  in  the  liver  tissue.  The  liver  may  l>e  soft,  flabby,  and  smaller  than  nor- 
mal. In  the  interstitial  tissue  of  the  liver  and  along  the  branches  of  the  portal  vein 
there  may  be  marked  infiltration  with  small  spheroidal  cells. 

The  kidneys  often  present  albuminous  and  fatty  degeneration  of  the  epithelium. 
The  mesenteric  lymph-nodes  may  be  soft  and  swollen  from  hyperplasia. 

Arsenic. 

This  poison  is  very  frequently  employed  with  suicidal  intent.  Death  may  occur 
in  a  longer  or  shorter  time  from  the  direct  irritative  effects  of  the  poison  upon  the 
gastrointestinal  canal,  with  the  symptoms  which  usually  accompany  the  ingestion  of 
irritant  poisons;  or  it  may  occur  with  symptoms  of  collapse,  or  coma,  or  shock;  or  the 
symptoms  may  resemble  those  of  cholera.  The  average  time  of  death  in  acute  fatal 
cases  is  about  twenty  hours,  but  death  has  occurred  in  twenty  minutes  and  has  been 
prolonged  for  two  or  three  weeks. 

The  mouth,  pharynx,  and  oesophagus  may  be  inflamed,  but  are  more  frequently  un- 
altered. The  stomach  may  b©  empty  or  contain  mucus  mixed  with  blood.  The  arsenic, 
in  substance,  may  be  found  adherent  to  the  mucous  membrane  or  mixed  with  the  con- 
tents of  the  organ.  It  lias,  in  rare  cases,  been  found  encysted  in  the  stomach  in  consid- 
erable quantity.     When  invisible  to  the  naked  eye  a  microscopical  examination  of  the 
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stomach  contents  will  not  infrequently  reveal  characteristic  crystals  of  arscnious  acid 
or  some  of  its  compounds.  The  stomach  may  be  contracted  and  its  mucous  membrane 
corrugated.  The  entire  inner  surface  may  be  red  and  inflamed,  or  there  may  be  patches 
or  streaks  of  inflammation  or  deep  congestion.  The  inflamed  and  congested  patches 
may  be  thickened  and  covered  with  false  membrane  mixed  with  larger  and  smaller 
particles  or  masses  of  the  poison.  Ulceration,  perforation,  and  gangrene  are  rare. 
Blood  may  be  ex truvu sated  into  the  mucosa  and  submucosa,  and  with  the  congestion 
give  the  mucous  membrane  a  very  dark-red  or  brown  appearance.  Frequently  the 
mucous  membrane  is  studded  with  small  petechia?.  Sometimes  the  arsenic  is  converted 
in  the  stomach  into  the  yellow  sulphide.  There  may  be  acute  gastritis,  even  when  the 
poison  is  absorbed  by  the  skin  or  otherwise  and  not  introduced  into  the  stomach.  The 
epithelium  of  the  gastric  glands  may  undergo  granular  and  fatty  degeneration. 

The  entire  length  of  the  intestine  may  be  congested  and  inflamed,  but  the  action  of 
the  poison  does  not  usually  extend  beyond  the  duodenum.  In  some  cases  the  military 
lymph  nodules,  Peyer's  pitches,  and  the  mesenteric  nudes  are  swollen.  Inflammation  of  the 
bladder  and  peritoneum,  and  congestion  and  oedema  of  the  brain,  have  been  observed, 
but  are  neither  frequent  nor  in  any  way  characteristic.  Fatty  degeneration  of  the 
muscles,  lirer,  kidneys,  blijod-tesnels,  and  resicular  epithelium  of  the  lungs  and  chromatoly- 
sis  of  the  ganglion  cells  may  follow  arsenical  poisoning. 

Alterations  in  the  spinal  cord  indicative  of  acute  myelitis  have  been  described  by 
Popon'  as  occurring  in  dogs  poisoned  with  arsenious  acid. 

The  walls  of  the  stomach  and  intestines  and  other  parts  of  the  body  may  be  pre- 
served from  decomposition  for  a  long  time  after  death  by  arsenical  poisoning. 

It  should  always  be  borne  in  mind,  in  examining  cases  of  suspected  arsenical  poi- 
soning, that  death  may  be  produced  by  arsenic  and  its  compounds  without  any  appre- 
ciable lesions.  While  in  general  it  may  be  said  that  in  the  eases  in  which  no  lesions 
are  discovered  death  has  probably  occurred  soon  after  the  ingestion  of  the  poison,  it 
should  be  remembered  that  death  without  lesions  may  exceptionally  take  place  long 
after  the  usual  time  at  which  inflammatory  changes  commence. 

Compounds  of  arsenic,  such  as  the  chloride  and  sulphide,  and  the  arsenite  (Seheele's 
green,  Paris  green),  are  sometimes  used  for  suicidal  purposes,  and  produce  lesions  simi- 
lar to  those  of  arsenious  acid.  Paris  green  is  a  favorite  article  in  Xew  York,  particu- 
larly among  Germans,  for  suicidal  purposes.  It  is  usually  taken  in  considerable  quan- 
tities, and  is  often  found  in  the  stomach  after  death.* 

Corrosive  Sublimate. 

The  mucous  membrane  of  the  mouth  and  throat  may  be  swollen,  inflamed,  or  have 
a  grayish -white  appearance.  The  a>*ophagus  may  be  swollen  and  white,  or  congested, 
or  unaltered.  The  mucous  membrane  of  the  stomach  is  usually  congested  or  inflamed, 
or  there  may  be  patches  of  softening,  ulceration,  or  gangrene.  Perforation  is  of  rare 
occurrence.  Small  ecehvmoses  in  the  mucosa  an*  not  uncommon.  Sometimes  there  is 
little  or  no  change  in  the  stomach.  Sometimes  the  mucous  membrane  of  the  stomach 
is  slate-colored  from  the  deposition  of  metallic  mercury  from  the  decomposed  salt.     The 

1  Pojwm,  ul'eber  die  Yeranderungeu  im  Ruckenmarke  nach  Yergiftung  mit  Arsen,* 
etc.,  Yirch.  Arch.,  Bd.  xciii.,  p.  351. 

•  It  is  advisable,  in  cases  of  suspected  arsenic  poisoning,  particularly  if  the  Ixnly 
has  lain  for  some  time,  as  in  exhumations,  to  preserve  not  only  all  of  the  internal  organs 
entire  for  the  chemist,  but  also  portions  of  the  muscles  (back,  thigh,  arm.  and  abdo- 
men), and  also  one  of  the  long  bones,  preferably  the  femur,  since  arsenious  acid  and 
its  compounds  are  quite  diffusible,  and  may  Ik*  present  in  proportionately  larger  quan- 
tity in  other  parts  than  in  the  gastro- intestinal  canal.  It  is  desirable  to  save  the  whole 
of  the  internal  organs,  and  to  weigh  the  muscle  and  b:>nes  as  well  as  the  whole  body  at 
the  autopsy,  in  order  that  the  calculations  of  the  chemist,  in  case  arsenic  be  found,  may 
rest  upon  a  definite  basis,  and  Ik*  as  little  as  possible  dependent  upon  estimates,  whose 
value  may  be  questioned  by  lawyers  should  the  case  come  into  the  courts. 

An  interesting  article  on  arsenic  as  a  poison,  with  various  collateral  data  by  Pelleic, 
will  be  found  in  Hamilton's  " System  of  Legal  Medicine,"  vol.  i.,  p.  349. 
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intestines  may  appear  normal,  or  there  may  be  patches  of  congestion  and  ecchymosis. 
The  larynx  and  trachea  may  be  congested.  The  kidneys  may  show  albuminous  and  fatty 
degeneration  of  the  epithelium. 

Lead. 

The  different  preparations  of  lead  may  prove  fatal  either  from  the  immediate  effect 
of  large  doses  or  from  the  gradual  effects  of  repeated  small  doses.  Although  there  may 
be  marked  symptoms  during  life,  the  post-mortem  lesions  are  few  and  variable. 

There  may  be  chromatolysis  of  the  ganglion  cells. 

Large  doses  may  produce  acute  gastritis,  and  sometimes  a  whitening  of  the  mucous 
membrane.  The  intestines  are  generally  contracted,  and  there  may  l)e  fatty  degenera- 
tion of  the  renal  epithelium ;  very  frequently  there  are  no  appreciable  lesions. 

In  chronic  lead  poisoning  the  intestines  may  be  contracted,  the  voluntary  muscles 
flabby  and  light  colored,  or  partially  replaced  by  connective  tissue,  and  there  may  be 
chronic  meningitis. 

Copper. 

Acute  poisoning  by  salts  of  copper  is  not  very  common,  but  it  is  of  occasional  acci- 
dental occurrence,  and  the  salts  are  infrequently  used  with  suicidal  intent.  The  sul- 
phate and  acetate  are  the  most  important  salts  in  this  respect.  Soluble  salts  of  copper 
may  be  formed  in  the  use  of  copper  cooking  utensils,  and  accidents  most  frequently 
occur  in  this  way. 

The  post-mortem  appearances  are  somewhat  variable.  The  pharynx  and  (esophagus 
may  l>e  somewhat  inflamed  or  unchanged.  The  mucous  membrane  of  the  stomach  and 
intestines  may  be  inflamed,  ulcerated,  or  gangrenous,  and  perforation  and  peritonitis 
may  occur.  The  mucous  membrane  may  have  a  diffuse  greenish  color,  or  particles  of 
the  salt  may  be  found  adhering  to  it. 


Tartar  Emetic. 

This  preparation  of  antimony  may  prove  fatal  when  administered  in  a  single  large 
dose  or  in  repeated  small  doses.  The  post-mortem  lesions  are  not  constant.  In  cases 
of  chronic  poisoning  there  are  usually  no  appreciable  lesions. 

In  cases  of  acute  poisoning  there  may  be  evidence  of  acute  inflammation  of  the 
(esophagus,  stomach,  intestines,  and  jieritoneum.  Sometimes  the  stomach  exhibits  no 
lesions,  while  the  intestine  is  involved.     The  larynx  and  lungs  maybe  deeply  congested. 


Vegetable  Irritants. 

Aloes,  colocynth,  gamboge,  jalap,  scammony,  sarin,  croton  oil,  colchicum,  reratria,  helle- 
bore, elaterium,  and  turpentine. 

All  these  drugs  may  produce  poisonous  effects.  The  post-mortem  lesions  are  con- 
gestion, inflammation,  and  sometimes  ulceration  of  the  gastrointestinal  mucous  mem- 
brane ;  but  these  lesions  are  sometimes  present  and  sometimes  absent. 

Cantharides. 

This  substance  may  be  given  in  powder  or  tincture.  The  entire  length  or  only  a 
portion  of  the  alimentary  canal  may  be  congested  or  inflamed.  There  may  be  patches 
of  gangrene  of  the  mucous  membrane  of  the  stomach.  When  the  poison  has  been  taken 
in  substance  a  microscopical  examination  of  the  contents  of  the  alimentary  canal  or  of 
the  mucous  membrane  may  reveal  the  glistening  green  and  gold  particles  of  the  fly. 

The  kidneys,  ureters,  and  bladder  may  be  congested  and  iuflamed.  There  is  some- 
times congestion  of  the  brain  and  its  membranes. 
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Opium  and  Morphin. 

The  post-mortem  appearances  in  persons  who  have  died  from  opium  or  morphine 
poisoning  are  inconstant  and  not  characteristic.  Congestion  of  the  brain  and  its  mem- 
branes, with  serous  effusion  in  the  membranes  and  ventricles,  and  congestion  of  the 
lungs,  are  changes  occasionally  seen,  but  they  are  frequently  entirely  absent,  and  when 
present  are  not  characteristic  of  death  from  this  poison. 

Poisonous  Fungi. 

The  action  of  these  substances  varies  greatly,  and  the  post-mortem  appearances  are 
inconstant  and  not  characteristic.  In  general,  when  any  lesions  are  present  they  are 
those  of  gastrointestinal  irritation  or  of  venous  congestion,  or  both. 

Microscopical  examination  may  reveal  characteristic  fragments  of  fungi  in  the  con- 
tents of  the  alimentary  canal. 

Hydrocyanic  Acid. 

This  poison  in  fatal  doses  may  destroy  life  in  a  very  short  time.  The  post-mortem 
appearances  are  inconstant  and  not  characteristic.  The  skin  may  be  livid  and  the  mus- 
cles contracted.  Tim  stomach  may  be  congested  or  normal.  The  most  frequent  internal 
appearances  are  those  of  general  venous  congestion.  Under  favorable  conditions  the 
odor  of  prussic  acid  may  be  detected  in  the  stomach  or  blood  or  brain,  or  other  parts  of 
the  body.  It  may  be  absent  in  the  stomach  and  present  in  other  parts  of  the  body.  If 
the  patient  have  lived  for  some  time  the  odor  may  be  absent  altogether. 

Cyanide  of  potamum  may  produce  the  same  lesions  as  hydrocyanic  acid,  and  there 
is  the  same  inconstancy  in  their  occurrence. 

Sitroben&tl. — This  substance  produces  general  venous  congestion,  and  the  odor  of 
the  oil  of  bitter  almonds  may  be  more  or  less  well  marked  in  the  body  after  death. 

Carbolic  Acid. 

When  this  poison  is  taken  into  the  stomach  the  mucous  membrane  of  the  mouth, 
oesophagus,  and  stomach  may  be  white,  corrugated,  and  partially  detached  in  patches,  and 
the  edges  of  the  affected  parts  may  be  hypenemic  or  there  may  Ihj  patches  of  extrava- 
sation. Brownish,  shrunken  patches  may  be  present  about  the  mouth.  The  hrain  and 
meninges  may  Ik*  congested.  There  may  be  congestion  and  a»dema  of  the  lungs,  and 
congestion  of  the  liter  and  spleen.  The  blood  is  usually  dark  and  fluid.  The  urine  is 
commonly  of  a  dark  or  greenish  color.  The  odor  of  the  poison  may  be  evident  in  the 
bodv  and  in  the  urine. 

Alcohol. 

The  different  preparations  of  alcohol,  when  taken  in  concentrated  form  or  in  large 
quantities,  sometimes  produce  sudden  coma  and  death  in  from  half  an  hour  to  several 
hours.  In  acute  poisoning,  if  death  have  followed  soon  after  the  ingestion  of  the  poison, 
the  Ixxly  may  resist  decomposition  for  an  unusual  length  of  time.  The  stomach  and 
tissues  mav  even  have  a  more  or  less  well-marked  alcoholic  odor.  The  stomach,  and 
even  the  omphagus  and  duodenum,  may  be  of  a  deep-red  color.  There  may  be  puneti- 
fonn  ecchymoses  in  the  gastric  mucous  membrane.  In  many  eases  the  stomach  is  ap- 
parently quite  normal.  There  is  apt  to  be  venous  congestion  in  some  of  the  internal 
organs,  but  this  is  not  constant.  There  are  frequently  congestion,  and  sometimes  extrava- 
sation of  blood  in  the  brain  and  its  membranes,  and  a*dema  of  the  membranes  or  of  the 
brain  substance,  or  both.  There  may  Ix?  a  serous  effusion  in  the  ventricles  of  the  brain, 
also  chronmtolvsis  of  the  ganglion  cells. 

In  chronic  alcohol  poisoning  death  may  ensue  from  some  other  disease,  or  after  a 
delMiuch.  In  the  latter  case  there  may  be  delirium  tremens,  or  the  patient  dies  exhausted 
and  comatose.     Chronic  alcoholism  is  not  infrequently  mistaken  clinically  for  meningi- 
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tis.  The  post-mortem  lesions  are  sometimes  marked,  sometimes  absent.  There  may  be 
chronic  pachymeningitis,  resulting  in  thickening  of  the  dura  mater  and  its  close  adher- 
ence to  the  skull.  The  pia  mater  may  be  thickened  and  ^edematous.  The  brain  may 
be  normal  or  edematous  or  atrophied  and  show  chromatolysis  of  the  ganglion  cells. 
The  lungs  are  frequently  congested.  The  heart  may  be  thickly  covered  with  fat,  and 
its  walls  may  be  flabby  and  fatty.  The  stomach  frequently  presents  the  lesions  of 
chronic  gastritis.  The  lirer  may  be  cirrhotic,  with  or  without  fatty  infiltration.  The 
kidneys  may  present  the  lesions  of  albuminous  or  fatty  degeneration  or  of  chronic  dif- 
fuse nephritis. 

It  should  always  be  remembered,  however,  that  all  or  a  part  of  the  above  lesions 
may  be  absent  in  the  bodies  of  drunkards,  and,  furthermore,  that  the  same  lesions  may 
be  due  to  other  causes. 

Chloroform. 

Chloroform  may  cause  death  when  it  is  taken  in  fluid  form  into  the  stomach  or  when 
inhaled.  Death  from  swallowing  liquid  chloroform  is  rare,  and  its  immediate  cause  is 
usually  uncertain.  The  post-mortem  changes  are  variable;  sometimes  there  are  no 
lesions.  In  some  cases  there  is  simple  reddening  of  the  gastric  mucous  membrane;  oc- 
casionally there  is  acute  gastritis  or  ulceration  of  the  mucous  membrane.  The  odor  of 
chloroform  may  or  may  not  be  evident.  Discoloration  and  softening  of  the  mucous 
membrane  of  the  pharynx,  oesophagus,  and  duodenum  have  been  observed.  There  may 
be  general  venous  congestion;  the  heart  may  be  flabby.  Bubbles  of  gas  have  been 
frequently  seen  in  the  blood,  but  this  is  not  characteristic.  Death  from  inhalation  of 
chloroform  is  a  not  infrequent  accident  in  surgical  practice.  After  death  from  inhala- 
tion the  results  of  the  examination  are  usually  quite  negative. 

Ether. 

The  inhalation  of  ether  occasionally  causes  death.  The  post-mortem  examina- 
tion is  negative.  The  ingestion  of  fluid  ether  may  induce  inflammation  of  the  stomach. 
The  odor  of  ether  may  be  perceptible  if  the  autopsy  is  made  soon  after  death. 

Chloral  Hydrate. 

There  are  no  characteristic  post-mortem  appearances  after  death  by  chloral.  Hy- 
penemia  of  the  brain,  and  the  odor  of  the  drug,  have  been  noticed. 

Strychnin— Nux  Vomica. 

The  post-mortem  appearances  after  poisoning  by  these  drugs  are  not  characteristic 
and  are  iuconstant.  The  body  is  usually  relaxed  at  the  time  of  death,  but  the  rigor 
mortis,  as  a  rule,  comes  on  early  and  remains  long.  There  may  be  congestion  of  the  brain 
and  spinal  cord,  and  sometimes  of  the  lungs  and  stomach.  Chromatolysis  of  the  ganglion 
cells  is  recorded. 

Animal  Venom,  etc. 

The  poisons  which  may  be  introduced  into  the  body  through  the  bites  of  venomous 
snakes  and  reptiles  and  the  bites  of  insects  cannot  be  considered  in  detail  here.1 

Abrin  and  ricin  are  examples  of  poisonous  substances  which  induce  in  the  body 
lesions  similar  to  those  in  certain  infectious  diseases  (see  page  178). 

Carbonic  Oxide. 

This  is  one  of  the  gases  generated  in  the  burning  of  charcoal,  and  forms  one  of  the 
ingredients  of  illuminating  gas.  The  most  characteristic  post-mortem  appearance  is 
the  cherry-red  color  of  the  blood,  and  of  the  tissues  and  viscera  which  contain  blood. 

1  Consult  Langman,  "Poisonous  Snakes  and  Snake  Poison,"  Medical  Record,  Sep 
tember  15th,  1900;  also  Broirn,  "Twentieth  Century  Practice,"  vol.  xx.,  bibliography. 
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The  presence  of  carbonic  acid  in  the  gas  may  obscure  the  bright  red  of  the  carbonic 
oxide  by  the  dark  color  which  it  induces  in  the  blood. 

Carbonic  Acid. 

The  lesions  are  essentially  those  of  asphyxia,  but  the  brain  is  said  to  be  more  fre- 
quently congested  than  in  asphyxia  by  simple  obstruction  of  respiration. 

Conium,  Aconite,  Lobelia  Inflate,  Digitalis,  Stramonium. 

These  vegetable  poisons  are  administered  in  their  natural  form  of  leaves,  berries, 
and  roots,  or  in  tinctures,  infusions,  and  extracts,  or  in  the  form  of  their  active  alka- 
loid principles. 

If  the  leaves,  berries,  or  seeds  are  given  they  may  l>e  detected  in  the  contents  of 
the  alimentary  canal  by  microscopical  examination.  Otherwise  the  results  of  autopsies 
are  not  characteristic. 

The  brain  and  its  membranes,  and  the  lungs,  may  be  congested.  The  rtvmach  may 
present  patches  of  congestion,  inflammation,  and  extravasation,  or  its  entire  mucous 
coat  may  be  inflamed,  or  it  may  appear  normal. 

Ptomains  and  Other  Putrefactive  Products. 

Poisonous  substances  of  various  kinds  are  often  developed  in  the  putrefaction  of 
organic  substances,  and  certain  alkaloidal  substances  called  ptomains  form  in  the  de- 
composition of  proteids  without  putrefaction.  Thus  in  sausages,  some  kinds  of  cheese, 
ice-cream,  decayed  fish  and  mussels,  such  substances  have  caused  serious  and  even  fatal 
poisoning.  There  are  no  characteristic  post-mortem  changes  in  poisoning  by  these  sub- 
stances.    But  the  lesions  of  gastrointestinal  inflammation  or  toxa?mia  may  be  present. 

These  alkaloidal  substances  may  be  of  extreme  importance  in  certain  cases  of  death 
from  obscure  causes  on  account  of  the  medico-legal  questions  which  may  arise.1 

Bibliography  of  Endogenous  Poisons. 

For  a  more  detailed  consideration  of  poisons,  their  effects,  modes  of  detection,  etc.. 

consult  Tayh/r  on  Poisons;   \Ianchkan  " Ilandbuch  der  gerichtlichen  Medicin,'*  Bd.  ii. ; 

Wt**iimin  and  Tidy,  "Forensic  Medicine.*'     Wormley'H  "Micro-chemistry  of  Poisons" 

contains  a  series  of  good  plates  of  the  microscopical  appearance  of  various  forms  of 

crystals  of  poisonous  substances. 

[AHMtr'n  "  Atlas  der  gerichtlichen  Medicin  "  contains  a  series  of  colored  plates  show- 
ing the  appearance  of  the  stomach  after  the  action  of  various  poisons.  The  work  of 
Guy  and  Frrrier  on  "Forensic  Medicine."  7th  ed..  revised  bv  Smith,  contains  in  verv 
compact  and  reliable  form  much  information  on  the  general  subjects  treated  in  the  fore- 
going section,  fain'/i'*  "Lehrhuch  der  Toxicologic"  contains  many  valuable  and 
suggestive  general  considerations  on  the  action  of  poisons. 


Lesions  Induced  by  Endogenous  Poisons— Auto- 
intoxications. 

As  we  turn  now  from  poisons  formed  outside  of  the  body  to  those 
formed  within  it — the  miloifrnoaa  poison* — we  encounter  at  once  two 
classes:  I.  Those  poisons  which  arise  from  the  metabolism  of  micro- 
organisms. II.  Those  which  arise  from  the  normal  or  alierrant  metabo- 
lism of  the  body  cells  themselves. 

1  For  chemical  aspects  of  this  subject  consult  Vaughn  in  Hamilton's  "System  of 
Legal  Medicine.**  vol.  i..  p.  4?r».  and  Vaughn  and  Sory.  "  Ptomains  and  Lcueomalns " ; 
also  Vaughn  in  "Twentieth  Century  Practice,"  vol.  .\iii. 
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I.    ENDOGENOUS    POISONS    FORMED  LARGELY    UNDER    THE    IN- 
FLUENCE OF  MICRO-ORGANISMS. 

1.  Those  which  are  formed  in  infectious  diseases.  (See  Chapter 
Yin.,  Part  II.,  on  Infectious  Diseases.) 

2.  Those  formed  in  the  body  without  infection. 

The  most  common  and  important  metabolic  poisons  of  this  class 
are  those  which  are  formed  in  the  gastro-intestinal  canal  through  the 
action  of  micro-organisms,  mostly  bacteria,  upon  the  organic  constituents 
of  the  iutestinal  contents  and  secretions.  The  new  chemical  substances 
thus  formed  become  deleterious  when  absorbed  into  the  body  fluids,  and 
this  may  occur  either  when  they  are  produced  in  unusual  quantity  or 
when  their  elimination  with  the  excreta  is  interfered  with.  When  ab- 
sorbed, some  of  these  poisons  may  be  demonstrable  in  the  urine,  and  they 
may  give  rise  to  a  variety  of  symptoms  which  cannot  be  considered  here, 
but  which  are  appropriately  designated  as  marks  of  Enterogenic  auto-intox- 
ication. Such  are  dizziness,  headache,  some  forms  of  tetauy,  gastro- 
enteritis, etc. 

Endogenous  poisons  analogous  in  origin  with  these  may  be  formed  in 
the  bladder,  in  putrid  abscesses,  or  in  necrotic  tissues  in  various  parts 
of  the  body.  Structural  lesions,  if  such  there  be,  occurring  under  these 
conditions  are  as  yet  but  little  known. 


II.    ENDOGENOUS  POISONS  FORMED  BT  THE  BODY-CELLS -HISTO- 

GENIC  POISONS. 

It  is  only  within  the  past  few  years  that  the  studies  on  cell  metabo- 
lism have  led  to  the  belief  that  the  body  cells  may  not  only  under  occa- 
sional abnormal  conditions  form  poisonous  chemical  compounds,  but  that 
even  in  the  normal  processes  some  of  the  intermediary  metabolic  prod- 
ucts may  be  inimical  to  the  welfare  of  the  body,  if  they  be  not  constantly 
rendered  inert.  This  may  be  effected  either  by  excretion  or,  as  now  seems 
probable,  in  part  at  least  through  the  influence  of  what  have  been 
called  the  "internal  secretions"  of  such  glands  as  the  thyroid,  pancreas, 
adrenals,  hypophysis,  etc.,  or  possibly  in  ways  as  yet  wholly  unknown. 

Thus  there  is  a  group  of  auto-intoxications  due  to  the  accumulation  in 
the  body  of  the  products  of  normal  metabolism  through  defects  in  the 
excretory  apparatus,  for  example,  urremia  in  renal  insufficiency  or  re- 
tention of  urine;  chohemia  in  retention  of  bile;  carbonic-acid  poisoning 
in  various  forms  and  grades  of  asphyxia.  Possibly  some  of  the  serious 
symptoms  following  extensive  burns  of  the  skin  and  occurring  in  sun- 
stroke and  eclampsia  are  of  similar  origin.  This  may  be  called  auto- intoxi- 
cation through  retention. 

On  the  other  hand,  there  is  a  group  of  autointoxications  which  it  is 
assumed  may  in  part  at  least  be  due  to  a  failure  of  the  organs  concerned 
with  the  internal  secretions  to  furnish  the  necessary  link  in  the  chain  of 
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intermediary  metabolic  products.  In  this  group  may  be  placed  cachexia 
strumipriva  and  myxcedema,  pancreatic  diabetes,  Addison's  disease,  and 
possibly  some  forms  of  acute  yellow  atrophy  of  the  liver. 

While  the  nature  and  action  of  the  postulated  internal  secretions  is 
still  obscure,  there  is  much  reason  to  believe  that  they  do  indeed  exist 
and  are  of  extreme  importance  in  the  subtle  adjustments  of  individual 
cell  metabolism  to  the  welfare  of  the  organism  as  a  whole,  and  that 
when  this  adjustment  is  disturbed,  forms  of  histogenic  auto- intoxication 
may  arise.  At  any  rate  the  hypotheses  which  have  been  formed  in  the 
new  light  have  contributed  largely  to  our  understanding  of  a  series  of 
important  general  diseases.  These  diseases,  whether  involving  or  not 
internal  secretions  in  accordance  with  our  present  conceptions,  may  be 
considered  as  dyscrasic  auto- intoxications.1 

Whether  gout,  oxaluria,  and  some  forms  of  simple  diabetes  should 
be  considered  as  auto-intoxications  may  be  questioned.  Probably  Base- 
dow's disease  and  some  forms  of  puerperal  eclampsia  should  be  regarded 
as  involving  the  formation  and  retention  of  histogenic  poisons. 

Of  course  this  grouping  of  diverse  forms  of  disease  should  be  consid- 
ered as  only  tentative  and  suggestive.  And  it  may  well  be  doubted 
whether  analogy  may  not  be  often  overstrained  in  regarding  as  the 
effect  of  poisons  what  may  after  all  be  metabolic  aberrancies  of  far  more 
subtle  character  than  the  word  auto-intoxication  would  imply. 

It  should  Ix1!  borne  in  mind  that  in  but  a  very  small  proportion  of 
the  abnormal  processes  which  are  considered  auto-intoxications  have  the 
assumed  poisons  been  actually  demonstrated.  The  assumption  rests 
largely  upon  symptoms  which  are  regarded  as  analogous  with  those  in- 
cited by  known  exogenous  poisons.  It  is  wise  to  remember  also  that 
even  in  poisoning  by  well-defined  agents  whose  general  effects  have  long 
been  known  we  are  almost  totally  ignorant,  except  in  the  case  of  the  so- 
called  destructive  or  corrosive  poisons,  of  the  exact  ways  in  which  they 
act.  A  few  induce  changes  in  the  blood;  many  apj>ear  to  act  upon  the 
nerve  cells;  but  the  nature  of  this  action  is  still  unknown.* 

Without  insisting  upon  the  advantage  of  such  a  grouping  as  has  been 
outlined  above,  and  with  the  full  recognition  of  its  incompleteness  the 
more  important  of  the  so-called  "general  diseases,"  some  of  which  may 
be  regarded  as  auto-intoxications,  will  be  considered  in  the  next  chapter. 

1  For  a  discussion  of  internal  secretions,  with  bibliography,  consult  Transactions  of 
the  Congress  of  American  Physicians  and  Surgeons,  vol.  iv..  1897. 

*  For  convenience  of  reference  the  grouping  of  poisons  briefly  set  forth  alwve  may 
be  tabulated  as  follows: 

I.   Exogenous  poisons Inorganic  and  organic. 

tt«,i~„  «         .    :  ('A.  In      infectious     dis- 

Endogenous   poisons 

formed     largely    by       B.  Without  infection, 
micro-organisms.  largely  enterogenic. 

Endogenous  poisons  formed  under  the  influence*  of 
or  by  the  body  cells — hi*U*)enic  j*rimh* — induc- 
ts     ing  autointoxication  in  the  more  limited  sense. 


II.  Endogenous  poisons  —  con- 
cerned in  autochthonous  or 
endogenic  poisoning  —  auto- 
intoxication. 


CHAPTER  XI. 

GENERAL  DISEASES. 

CACHEXIA  STRTJMIPRIVA— MYXCEDEMA. 

The  thyroid  is  one  of  the  so-called  ductless  glands  which  are  believed 
to  furnish  internal  secretions  essential  to  normal  metabolism  in  the  body. 

Kemoval  or  destructive  lesions  of  this  gland,  both  in  man  and  the 
lower  animals,1  may  be  followed  by  serious  and  fatal  disease  character- 
ized as  Cachexia  stnimipHva.  In  man  the  more  common  manifestation 
of  this  disease  is  called  Myxedema.  It  occurs  most  frequently  in  middle 
aged  women. 

The  skiu  of  the  face  is  apt  to  be  swollen  and  waxy,  giving  a  peculiar 
and  rather  characteristic  appearance  to  the  features.  The  skin  of  the 
body  is  apt  to  be  dry  and  rough,  and  the  hair  may  fall  out.  Perspira- 
tion is,  as  a  rule,  diminished.  The  mental  condition  is  dull,  and  loss  of 
memory  and  insanity  may  occur.  Bodily  movement  and  speech  are  apt 
to  be  impaired.  The  fat  tissues  may  be  atrophic,  and  the  subcutaneous 
tissue  has  been  shown  in  some,  though  not  all,  of  the  csuses  to  contain  an 
unusual  amount  of  mucin.  In  some  cases  the  fibres  of  the  upper  layers 
of  the  corium  are  crowded  apart  by  fluid. 

The  most  marked  and  constant  lesion  in  this  disease  is  an  atrophic 
condition  of  the  thyroid  gland.  The  parenchyma  of  the  gland  is  more 
or  less  completely  replaced  by  fibrillar  connective  tissue  and  by  new- 
formed  reticular  tissue  resembling  the  lymphatic  tissue  of  the  lymph 
nodes.  The  general  appearance  of  the  atrophied  thyroid  gland  is  shown 
in  Fig.  203. 

In  addition  to  the  lesion  of  the  thyroid  there  are  apt  to  be  chronic 
endarteritis  and  chronic  diffuse  nephritis.  In  some  cases  there  are  an 
accumulation  of  small  spheroidal  cells  about,  the  smaller  blood-vessels  in 
various  parts  of  the  body,  and  also  petechial  haemorrhages. 

If  the  thyroid  be  completely  removed  in  young  animals  there  is  defi- 
cient development  of  the  osseous  system,  while  in  man  the  frequent  asso- 
ciation of  cretinism  with  goitre  or  other  thyroid  lesions  indicates  in 
another  way  the  close  relationship  between  the  thyroid  and  cell  metab- 
olism. a  The  nature  of  the  substances  composing  the  internal  secretions 
of  the  thyroid  is  little  understood,  but  the  wonderful  therapeutic  effects 

1  For  an  extensive  critical  and  experimental  study  of  this  subject  see  Cunningham. 
"Experimental  Thyroidism,"  Jour.  Exp.  Med.,  vol.  iii.,  p.  147,  1*98.  bibliography. 

9 Consult  Oder,  "Sporadic  Cretinism  in  America,"  Trans,  of  the  Congress  of  Ameri- 
can Physicians  and  Surgeons,  vol.  iv.,  p.  169,  1S97. 
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of  the  administration  of  the  extract  of  the  gland  in  cases  of  myxoedema 
and  in  cretins  make  clear  their  great  importance.  Whether  directly 
toxic  substances  are  formed  in  the  thyroid  or  not,  it  seems  proper  to  con- 
sider the  cachexia  strumipriva  as  due  directly  or  indirectly  to  auto-intox- 
ication. 

EXOPHTHALMIC  GOITRE.    (Basedow's  Disease,  Graves9  Disease.) 

The  characteristic  lesions  of  this  disease  are  unilateral  or  bilateral 
enlargement,  largely  hyi>en)eniic,  of  the  thyroid  gland  and  protrusion  of 
the  eyeballs — exophthalmos.  These  lesions  are  apt  to  be  associated  with 
functional  disturbance  of  the  heart.1  There  is  reason  to  believe  that  this 
condition  may  be  due  to  hypersecretion  of  the  thyroid  gland,  and  that 
its  functional  characteristics  may  be  properly  regarded  as  indications  of 
an  auto-intoxication. 

ADDISON'S  DISEASE. 

This  name  is  applied  to  a  disease  especially  characterized  morpholog- 
ically by  a  peculiar  pigmentation  of  the  skin  and  by  certain  changes, 
morphological  or  functional,  in  the  adrenals.  The  patients  suffer  from 
cerebral  symptoms,  great  prostration,  syncope,  and  derangements  of  the 
functions  of  the  stomach  and  intestines. 

The  pigmentation  of  the  skin  is  the  symptom  which  has  especially  at- 
tracted attention.  The  change  in  color  usually  begins  and  becomes  most 
marked  in  those  parts  of  the  skin  which  are  not  covered  by  the  clothing 
or  are  naturally  of  darker  color.  The  rest  of  the  skin  afterward  changes 
color,  but  not  uniformly,  white  patches  being  left.  The  color  is  at  first 
a  light  yellow  or  brown;  this  becomes  darker  until  it  is  of  a  dark  green- 
ish, grayish,  or  blackish -brown.  The  mucous  membrane  of  the  tougue, 
lips,  and  gums  may  Ik*  similarly  pigmented. 

Vnder  the  name  of  Addison's  disease  different  observers  have  de- 
seril>ed  cases  in  which  the  symptoms  and  bronzed  skin  existed  without 
disease  of  the  adrenals;  cases  in  which  the  bronzed  skin  was  the  onlv 
lesion ;  and  eases  in  which  the  adrenals  wen*  diseased  without  symptoms 
or  bronzed  skin. 

The  Skin. — The  discoloration  of  the  skin  is  due  to  deposit  of  yellowish- 
brown  pigment  in  the  deeper  layers  of  the  epidermis,  especially  in  the 
layer  covering  the  papilhe,  and  less  constantly  in  the*  connective  tissue 
of  the  cutis. 

The  Brain.  —  Pigmentation  of  the  gray  matter,  acute  meningitis, 
chronic  meningitis,  and  distention  of  the  ventricles  with  serum  have  l>een 
observed. 

The  Sympathetic  Nerves,  especially  those  which  are  in  contact  with  the 
adrenals,  may  show  a  variety  of  changes  apparently  due  to  chronic  in- 

1  On  tin*  relationship  Iwtwccn  the  thyroid  and  Basedow's  disease,  consult  Eutoiberg% 
Deutsche  mini.  Woehensch.,  October  4th.  1S94;  also  Kdmmnh,  Jour,  of  Pathology  and 
Bacteriology,  vol.  iii..  p.  4SS.  ISM:  Fnrner,  Virchow's  Arcliiv,  Bd.  cxliii..  p.  .">09/l896. 
bibliography. 
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Summation.     Various  changes  in  the  nerve  cells  of  the  semilunar  ganglia 
have  been  described. 

The  Heart. — The  muscle  fibres  may  be  the  seat  of  fatty  degeneration. 

The  Adrenals. — The  most  common  lesion  of  these  bodies  is  a  tubercu- 
lous inflammation,  and  this  or  some  other  lesion  has  been  found  in  nearly 
one-half  of  the  cases.  On  the  other  hand,  it  should  be  remembered  that 
similar  lesions  of  the  adrenals  often  occur  without  other  indications  of 
Addison  ?s  disease.  Tuberculous  adrenals  may  be  large,  hard,  and  nodu- 
lar; less  frequently  of  normal  size  or  smaller  than  normal.  On  section 
they  may  contain  cheesy  masses  surrounded  by  zones  of  gray,  semi-trans- 
lucent tissue.  Later  the  cheesy  masses  may  become  calcified  or  they  may 
soften  and  break  down.  The  grayish  zones  are  composed  of  tubercle 
tissue,  or  denser  connective  tissue. 

Other  cases  have  been  described  in  which  the  adrenals  were  the  seat 
of  carcinoma  or  of  fatty  or  waxy  degeneration.  But  these  lesions,  espe- 
cially carcinoma  of  the  adrenals,  may  occur  without  the  manifestations 
of  Addison's  disease.  The  adrenals  in  some  cases  appear  normal  or  they 
may  be  atrophied. ' 

On  the  whole  the  clinical,  morphological,  and  experimental  data  now 
available  seem  to  point  to  lesions  of  both  the  sympathetic  system  and 
the  adrenals  as  of  probable  significance  in  determining  this  disease. 

The  hypothesis  which  is  most  in  favor  at  present  assumes  that  the 
adrenals  furnish  an  internal  secretion  without  which  normal  metabolism 
cannot  l>e  effected,  and  that  lesions  of  the  adrenals  or  of  the  sympathetic 
ganglia  and  vessels  about  them,  by  altering  or  diminishing  this  secretion, 
may  lead  to  the  functional  and  structural  changes  characterizing  the 
disease.  The  propriety  of  considering  Addison's  disease  as  an  example 
of  auto-intoxication  can  hardly  be  decided  in  the  light  of  the  facts  yet  at 
our  command.  It  is  clear,  however,  that  the  adrenals  contain  very  pow- 
erful chemical  substances  which  have  a  marked  effect  upon  certain  tissues 
of  the  body.8 

DIABETES  MELLITTJS. 

This  disease  involves  such  defects  in  nutrition  as  lead  to  an  abnormal 
accumulation  of  sugar  in  the  blood  and  its  discharge  by  the  urine,  which 
is  increased  in  amount. 

A  great  variety  of  lesions  have  been  found  in  the  body  after  death 
from  diabetes,  but  none  of  them  and  no  combination  of  them  appear  to 
be  of  well-defined  significance  in  this  special  relationship.  The  general 
condition  of  malnutrition  and  debility,  so  often  marked  in  this  disease, 
renders  diabetics  especially  vulnerable  to  slight  injuries  or  infections; 

1  For  observations  on  the  effects  of  removal  of  suprarenal  body  see  Tizzoni,  Ziegler's 
Beitrilge,  Bd.  vi.,  p.  3.  1889.  For  recent  and  general  bibliography  consult  LhImmcJi, 
"Ergebnisse  d.  spec.  path.  Morphologic  u.  Physiologic,"  Jahrg.  i.,  Abth.  3,  1896,  p. 
488;  also  the  larger  works  on  the  practice  of  medicine. 

5  Consult,  for  bibliography  concerning  the  effects  of  adrenal  extract,  Bitten,  Internat. 
Med.  Mag.,  December,  1900. 
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gangrene,  for  example,  is  liable  to  occur  either  with  or  without  marked 
injury  in  cases  of  diabetes.' 

The  Brain  may  appear  to  be  entirely  normal ;  it  may  be  congested ; 
there  may  be  an  increase  of  serum ;  the  convolutions  may  be  shrunken ; 
there  may  be  meningitis ;  there  may  be  dilatation  of  the  blood-vessels, 
small  extravasations  of  blood  around  the  vessels,  enlargement  of  the  peri- 
vascular spaces,  and  alterations  in  the  perivascular  sheaths  and  nerve  tis- 
sue bounding  the  cavities;  there  may  be  tumors  at  the  base  of  the  brain. 

The  Spinal  Cord  may  present  dilatation  of  the  blood-vessels;  dilatation 
of  the  central  canal ;  changes  in  the  gray  matter  of  the  anterior  cornua. 
Marks  of  multiple  neuritis  and  lesions  of  the  sympathetic  ganglia  may 
be  present. 

The  Lungs. — There  may  be  the  lesions  of  pleurisy,  bronchitis,  broncho- 
pneumonia, lobar  pneumonia,  gangrene,  tuberculosis. 

The  Heart  may  be  small  or  hypertrophied ;  there  may  be  chronic 
endocarditis. 

The  Stomach  and  Intestines. — The  stomach  may  be  dilated,  its  walls 
may  be  thickened,  there  may  be  hemorrhagic  erosions  of  the  mucous 
membrane.     In  the  intestines  there  may  be  tuberculous  ulcers  or  enteritis. 

The  Liver  may  be  cirrhotic  or  fatty,  or  glycogenic  infiltration  may 
occur. 

The  Kidneys  may  be  enlarged ;  they  may  be  the  seat  of  albuminous 
degeneration  or  diffuse  nephritis;  there  may  be  glycogenic  infiltration 
of  the  epithelium  of  Henle's  loops. 

The  Blood. — In  a  few  cases  fat  has  been  found  in  the  blood,  and  fat 
emboli  in  the  vessels  of  the  lungs. 

The  Pancreas. — In  a  considerable  proportion  of  cases  the  examination 
of  the  pancreas  reveals  some  lesion,  usually  atrophy  of  the  parenchyma, 
often  with  increase  of  the  interstitial  tissue.  Fatty  degeneration,  tumors, 
and  cysts  have  been  found.  Extirpation  of  the  pancreas  in  man  or  dogs 
mav  lead  to  dial>ctes.  While  diabetes  mav  occur  without  demonstrable 
lesions  of  the  pancreas,  it  is  fair  to  assume  that  functional  lesions  of 
grave  importance  may  nevertheless  be  present.' 

I)ial)etes  mellitus  may  be  associated  with  lncmachromatosis  and  cirrho- 
sis of  the  liver — so-called  "bronzed  dial>etcs. " ' 

Under  the  influence  of  the  doctrine  of  internal  secretions  it  is  now 
commonly  assumed  that  the  pancreas  in  addition  to  its  intestinal  secre- 
tion furnishes  other  substances  to  the  bodv  which  an*  essential  in  the 
metabolic  changes  to  which  the  carbohydrates  and  proteids  must  be  sub- 
jected in  securing  normal  nutrition.  Interference  with  this  internal  se- 
cretion of  the  pancreas  is  thus  assumed  to  l>e  accountable  for  the  faulty 
metabolism.* 

1  For  bibiioifntphv  of  dial>ctie  gangrene  consult  Dari*.  Jour.  Am.  Med.  Assn.,  July 
lfitb.  1H»S. 

•  For  bibliography  of  diabetes  consult  Von  Stmnhh.  "Twentieth  Century  Practice," 
vol.  ii. 

8 See  Opir.  Jour.  Exp.  Med.,  vol.  iv.,  p.  29*2. 

4  Other  forms  of  glycosuria  are  known  which  are  to  be  otherwise  accounted  for,  and 
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GOUT. 

The  characteristic  lesion  of  gout  is  the  presence  of  an  abnormal 
amount  of  uric  acid  in  the  blood  and  the  deposit  of  urate  of  sodium  in  the 
articular  cartilages,  the  ligaments  of  the  joints,  the  ears,  aud  the  eyelids. 
Inflammatory  changes  may  be  associated  with  the  deposits  in  the  joints. 

The  most  frequent  situation  of  the  gouty  deposit  is  the  metatarso- 
phalangeal joint  of  the  great  toe.  The  cartilage  may  be  infiltrated  or 
encrusted  with  the  deposit.  These  masses  of  unites,  often  willed  "chalk- 
stones,"  may  appear  upon  the  surface  by  the  ulceration  of  the  skin. 

A  very  important  feature  of  gout  is  that  patients  with  the  gouty  di- 
athesis are  especially  liable  to  derangements  of  digestion  and  to  certain 
chronic  inflammations,  such  as  chronic  inflammation  of  the  arteries,  the 
bronchi,  and  the  kidneys.  Cardiac  hypertrophy  may  be  associated  with 
the  arteriosclerosis.  The  interstitial  tissue,  especially  in  the  pyramids 
of  the  kidney,  mav  be  infiltrated  with  the  urates. 

It  is  not  yet  clear  whether  the  accumulations  of  uric  acid  in  the  body 
in  gout  is  due  to  faulty  elimination  or  to  local  alterations  which  favor  its 
deposition.  Nor  is  the  relationship  plain  of  local  inflammatory  processes 
to  the  gouty  deposits. 


SUNSTROKE.    (Insolation;  Heat  Exhaustion.) 

Persons  exposed  while  at  work  or  when  exhausted  to  the  sun  or  to 
high  temperatures  are  liable,  especially  if  of  intemperate  habits,  to  sud- 
den prostration,  often  associated  with  cardiac  failure,  asphyxia,  convul- 
sions, and  coma.     Death  in  many  cases  soon  ensues. 

After  death,  decomposition  sets  in  early  and  progresses  rapidly.  The 
blood  usually  remains  fluid. 

The  brain  and  its  membranes  are  in  some  cases  congested,  in  others 
not.  There  may  be  an  increased  amount  of  serum  beneath  the  pia  mater, 
or  small  and  thin  extravasations  of  blood  beueath  the  pia  mater  and  be- 
tween the  pia  and  dura  mater.  Chromatolysis  of  the  ganglion  cells  has 
been  described  by  Van  Gieson1  and  others.  The  thoracic  and  abdominal 
viscera  may  be  congested ;  albuminous  degeneration  may  be  evident  in 
the  liver  and  kidneys. 

In  the  cases  in  which  cerebral  symptoms  are  protracted  for  a  number 
of  days  the  lesions  of  meningitis  have  been  found  after  death. 

According  to  Cramer,9  persons  surviving  for  some  time  the  first  severe 
effects  of  the  heat  may  suffer  important  alterations  in  certain  nerve  fibres 
of  the  brain. 

which  may  be  associated  with  lesions  of  the  nervous  system  or  induced  by  the  action 
of  certain  poisons,  phloridzin-diabetes,  for  example. 

1  Van  Giemm,  "Toxic  Basis  of  Neural  Diseases,"  N.  Y.  State  Hospitals  Bulletin,  vol. 
L,  p.  407,  1896;  also  Lambert,  Medical  News,  July  24th,  1897. 

* Cramer,  Centralblatt  fDrallg.  Path.,  etc.,  Bd.  i.,  p.  185,  1890. 


334 


injr 


i^i^*^ 


Lit* 


^     *"*•* 


th«  seP****  yurrition  under  condi- 


.    .^ij  ■",Mi     :  _.  -Mir  which  is  usually  at- 


•  „,  .-— *  " Z^"***"" '"  '£  .iirf.  I'"' lesions  are  variab,e» 

.-.  •  ■■■■"""       ,  .irt(*n*fTlll  wKMi  of  blood  iu  the  skin, 

......    '    ,:>i        ^^  .^4iaiI        ^lls.  iwl  ulceration  and  bleeding 

,  %,    .■■^'■'■,41'         -iii*<rt*-  *    .-ijajie  iKcinorrhages  are  apt  to 


I  ■ 


^     .ju  viu*""'111, .       «n»us  surfaces.     Small  ulcers 

-    jJ^  ^  ■.,fiu^i:t*1  Kirti  degencraton  of  the  heart, 

1  ..'".'  -iui.-'-'^  ",rt'wi  jv  s'ph'eii  may  lie  large  and  soft. 

„  ,  .■•■»  i»t,,lilim'  ",  4ie  Ikvii  discovered,  either  in  the 

vll.ii^  itl,ulii  satisfactorily  account  tor  the  ex- 

-  ■■•■  .  ,.  ^  ■■^lii"'1 

ir  * 


11 


,:,«.  -^         .  .-.riv.     The  skin  mav  l>c  mottled  with 
^'      .    ^  .;■!    ■*  ;,,t"      M,lWu,  or  blackish  spots  produced  bv  de- 

■  _  'I  •!  •    '  "  |    lift*         _'i 

.,  ,     -i-!'41''    '     ff^t.wittHl  blood  in  the  cutis.     Sometimes 

.a.—1-"*   '*        .  kf<lir*tion  of  ell'used  blood  on  to  the  surface. 

,     .....fu'^  *>   '     .     tAX  contain  serum  or  blood.      Rarelv  the 

...^    4.»;«    *    '"     .  *yX  instruction  of  the  cartilages  and  ends  of 

4.4^ "*  ■■*'■'    ,4i' '     .;|WV  is  hemorrhage  lietwccn  the  iM»riosteum 

iAx.     '  '••*    **'    *  .  -r-.il*.  producing  softening  and  destruction  of 

,.  .a      •■■'■    !       ..  ^  0|*  tin*  epiphyses.     The  sternal  ends  of  the  ribs 

.t%    ■•  .a.   ■■•'■'*  '*■**.  V^t  of  lhis  change.     Albuminous  defeneration  of 

.  t     it    ■•'  -^     "4,il  v,^>w\^  and  enlargement  of  the  sphn^u,  aiv  common. 

-11    1'i"'  JK45«*   -luf;ints  ol,u^*1,  two  years)  may  develop  similar 

la;*^iue  *  .  >  iuruiorrliapks.     TLh-  most   eoinmon  location  of 

t...  -  •  "•'*".       ^  .x  tviH^ith  the  ]MM'iosteiuii  of  the  bones  of  the  lower 

\*  ."»•■  ''**.■•.  of  the  femora,  with  st^panitiou  of  tln»  lower  eiuphv- 

x   '  *Mtl"      ■   o  ;v  lurniorrhap's  in  the  skin  and  subeutan<kous  tissues, 

■:*•  oioii.  and  in  the  internal  organs.     Ibemorrha^ic  intlam- 


iN     ,1"     .  .,^vraiu»ii  of  the  jcums  an*  usually  limited  to  infants  having 
■••.■•*"■■  V " » iK*rfions  of  the  jaw  iu  which  tei'th  aiv  apparent  or  just 

'•s,tl         ^H,  forms  or  pliasi»s  of  scorbutus  are  of  infectious  nature  is 
."*  *iv*b»e.  but  detinite  data  in  this  direction  are  wanting. 

ACROMEGALIA. 

i>,:ni^iv  Jis*1*!**  is  especially  marked  by  an  overgrowth  of  the  ter 
*■?**'  iHMlions  of  the  extremities  and  of  the  bones  of  the  face."     Hut 


pv  a  *iiitl\  of  *corltu1ii<  in  inf:iiit«4.  "  lfcirlnw  "s  Di^asr."  cnnsuli  X»rthrup  ami 
4.»  i  *."■     \,«  Voik  Me*l.  .lour..  Mav  -iHHi.  \*M. 

S,x  *U^  Tin*  Aim'riean  Pciliairic  Sin-ii«lv'«4  Cnllrrtiw  liiviMiLraiiiiii  «»n  InfuiitiU- 
N^:m  in  Noilh  Amrricrt.  TRinsMlimi^  nf  Ailu-r.  !*•■•!.  Sm-..  \.»1    \  .  lMis   y   5. 

|\m  s%  ^iuil>   of  hisloloirical  rhanirrs  nuiMili  J.i.:J-»t!„'t.  ZinrliT  «*  I»riir.  /.   path 

Aimi     1M    \\\« ..  |i    WH.  1WH» 

'S\^r»l  o*mt*  luivo  Ihi'H  (IrMiilicil  in  which  tln-iv  wa-  i-iilarirciiii-iit  of  the  hamis 


GENERAL   DISEASES.  337 

there  may  be  a  general  involvement  of  the  skeleton.  This  excessive 
growth  is  in  the  diameter  rather  than  in  the  length  of  the  bones,  and  is 
accompanied  by  local  exostoses.  Equally  important  and  common  is  a 
general  hyperplasia  of  the  connective  tissue  of  the  body.     Various  lesions 

of  the  thyroid  have  been  described,  but  thev  are  not  constant.     The  thv- 

•  •  • 

mus  may  lie  persistent ;  there  may  be  fibrous- tissue  formation  in  the  walls 
of  the  vessels  and  in  the  sympathetic  ganglia.  The  skin  is  often  pig- 
mented. Manv  visceral  lesions  have  been  described.  The  most  con- 
stant  lesion  which  appears  to  bear  upon  the  etiology  of  acromegalia  is 
that  of  the  pituitary.  This  in  many  cases  has  been  found  to  be  the  seat 
of  lesions,  most  frequently  an  hyperplasia  or  adenomatous  growth  in  the 
prehypophysis.  While  sarcoma  of  the  pituitary  has  been  described  in 
acromegaly,  it  seems  not  unlikely  that  hyperplasia  has.  in  most  cases  at 
least,  been  mistaken  for  this  tumor.  It  is  believed  that  the  hyperplastic 
hypophysis  is  in  Mime  way  concerned  in  inducing  the  nutritional  abnor- 
malities1 leading  to  the  general  overgrowth  of  connective  tissue  and 
bone. x 


This  name  i>  applied  to  a  variety  of  conditions  in  which  extravasa- 
tions of  blood  arc  present  in  the  skin  or  the  mu<-ou>  and  serous  mem- 
branes. 

H«eiJiorrhages.  particularly  from  the  mucou>  membranes,  may  be 
s«-vt-iv  and  «-\>n  fatal.  Thi>  condition  i>  often  trailed  purpura  ha-uior- 
rhagi<-a. 

Th*-  wi*byni(N->  characteristic  of  purpura  may  occur  as  a  result  of 
poisoning  with  certain  drugs,  and  with  snake  venom :  in  various  cachectic 
conditions:  in  di«*a.**>  of  tin*  nervou> system :  in  rheumatism :  in  gastro- 
intestinal disorder*,  especially  of  children.  The  local  eeehymo**s  in 
pyaemia  are  ^tfnetiiues*  elasMrd  a>  a  form  of  purpura,  ami  in  these  bac- 
teria, especially  the  pyogenic  fonu>.  may  be  demonstrable.* 

LYMPHATIC   COM  8 I1T  U I  lOH .      Constitatio  Lymphatic* :  Status 


Attention  ha*  l^en  r#*ently  railed  to  a  **-rie>  of  cas**.  especially  in 
the  \v>ujig  and  in  eonue*tJoij  with  sudden  death,  in  which  there  wa*  gen- 
eral hyperplasia  of  lb*-  lymph  nodes.  sple*-n.  awl  tlnuins.  with  hypo- 
plasia of  the  heart  aod  aorta,  awl  often  with  ri'-ket*. 
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SCORBUTUS.    (Scurvy.) 

This  disease  appears  to  result  from  imperfect  nutrition  under  condi- 
tions which  cannot  be  considered  in  detail  here,  but  which  is  usually  at- 
tributed to  insufficient  or  inappropriate  diet.  Toe  lesions  are  variable, 
the  most  prominent  being  anaemia;  extravasation  of  blood  in  the  skin, 
subcutaneous  tissue  and  muscles;  swelling  and  ulceration  and  bleeding 
of  the  gums.  Small  and  sometimes  extensive  hemorrhages  are  apt  to 
occur  in  the  mucous  membranes  and  on  serous  surfaces.  Small  ulcers 
may  form  in  the  mucous  membranes.  Fatty  degeneraton  of  the  heart, 
liver,  and  kidneys  is  not  uncommon.  The  spleen  may  be  large  and  soft. 
No  constant  characteristic  changes  have  been  discovered,  either  in  the 
blood-vessels  or  the  blood,  which  would  satisfactorily  account  for  the  ex- 
travasations and  other  lesions. 

The  body  is  apt  to  decompose  early.  The  skin  may  be  mottled  with 
small  and  large  purple,  blue,  brown,  or  blackish  spots  produced  by  de- 
generative changes  in  the  extravasated  blood  in  the  cutis.  Sometimes 
ulcers  are  produced  by  the  perforation  of  effused  blood  on  to  the  surface. 
The  joints  may  l>e  inflamed,  may  contain  serum  or  blood.  Rarely  the 
hiemorrhages  are  followed  by  destruction  of  the  cartilages  and  ends  of 
the  bones.  Very  rarely  there  is  hemorrhage  between  the  periosteum 
and  bone,  and  in  the  bone  itself,  producing  softening  and  destruction  of 
the  bone,  and  separation  of  the  epiphyses.  The  sternal  ends  of  the  ribs 
are  the  most  frequent  seat  of  this  change.  Albuminous  degeneration  of 
the  heart,  liver,  or  kidneys,  and  enlargement  of  the  spleen,  are  common. 

Infantile  Scorbutus. — Infants  (under  two  years)  may  develop  similar 
amemia  and  tendency  to  haemorrhages.  The  most  common  location  of 
the  hiemorrhages  is  l>eneath  the  periosteum  of  the  bones  of  the  lower 
extremities,  esjjeeially  of  the  femora,  with  separation  of  the  lower  epiphy- 
ses. There  may  l>e  hiemorrhages  in  the  skin  and  subcutaneous  tissues, 
the  eyelids,  and  orbit,  and  in  the  internal  organs.  Hemorrhagic  inflam- 
mation and  ulceration  of  the  gums  are  usually  limited  to  infants  having 
teeth  and  to  portions  of  the  jaw  in  which  teeth  are  apparent  or  just 
about  to  come  into  view.1 

That  some  forms  or  phases  of  scorbutus  are  of  infectious  nature  is 
not  improbable,  but  definite  data  in  this  direction  are  wanting. 

ACROMEGALIA. 

This  rare  disease  is  especially  marked  by  an  overgrowth  of  the  ter- 
minal portions  of  the  extremities  and  of  the  bones  of  the  face."     But 

'For  a  study  of  scorbutus  in  infants,  "Barlow's  Disease,"  consult  Xorthrnp  and 
CniMhiii.  New  York  Mod.  Jour..  May  20th.  1894. 

See  also  The  American  Pediatric  Society's  Collective  Investigation  on  Infantile 
Scurvy  in  North  America.  Transactions  of  Amor.  Ped.  Soc.  vol.  x..  1H9S,  p.  5. 

For  a  study  of  histological  changes  consult  JactMhul '.  Zicglcr's  Heitr.  z.  path. 
Anat..  Bd.  xxvii..  p.  173.  1900. 

"Several  cases  have  been  described  in  which  there  was  enlargement  of  the  hands 
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there  may  be  a  general  involvement  of  the  skeleton.  This  excessive 
growth  is  in  the  diameter  rather  than  in  the  length  of  the  bones,  and  is 
accompanied  by  local  exostoses.  Equally  important  and  common  is  a 
general  hyperplasia  of  the  connective  tissue  of  the  body.  Various  lesions 
of  the  thyroid  have  been  described,  but  they  are  not  constant.  The  thy- 
mus may  be  persistent ;  there  may  be  fibrous-tissue  formation  in  the  walls 
of  the  vessels  and  in  the  sympathetic  ganglia.  The  skin  is  often  pig- 
mented. Many  visceral  lesions  have  been  described.  The  most  con- 
stant lesion  which  appears  to  bear  upon  the  etiology  of  acromegalia  is 
that  of  the  pituitary.  This  in  many  cases  has  been  found  to  be  the  seat 
of  lesions,  most  frequently  an  hyperplasia  or  adenomatous  growth  in  the 
prehypophysis.  While  sarcoma  of  the  pituitary  has  been  described  in 
acromegaly,  it  seems  not  unlikely  that  hyperplasia  has,  in  most  cases  at 
least,  been  mistaken  for  this  tumor.  It  is  believed  that  the  hyperplastic 
hypophysis  is  in  some  way  concerned  in  inducing  the  nutritional  abnor- 
malities1 leading  to  the  general  overgrowth  of  connective  tissue  and 
bone.8 

PURPURA.    (Purpura  Hemorrhagica.) 

This  name  is  applied  to  a  variety  of  conditions  in  which  extravasa- 
tions of  blood  are  present  in  the  skin  or  the  mucous  and  serous  mem- 
branes. 

Haemorrhages,  particularly  from  the  mucous  membranes,  may  be 
severe  and  even  fatal.  This  condition  is  often  called  purpura  hemor- 
rhagica. 

The  ecchymoses  characteristic  of  purpura  may  occur  as  a  result  of 
poisoning  with  certain  drugs,  and  with  snake  venom ;  in  various  cachectic 
conditions;  in  diseases  of  the  nervous  system ;  in  rheumatism;  in  gastro- 
intestinal disorders,  especially  of  children.  The  local  ecchymoses  in 
pyaemia  are  sometimes  classed  as  a  form  of  purpura,  and  in  these  bac- 
teria, especially  the  pyogenic  forms,  may  be  demonstrable.3 

LYMPHATIC    CONSTITUTION.    ( Constitute  Lymphatica  ;   Status 

Lymphaticus.) 

Attention  has  been  recently  called  to  a  series  of  cases,  especially  in 
the  young  and  in  connection  with  sudden  death,  in  which  there  was  gen- 
eral hyperplasia  of  the  lymph-nodes,  spleen,  and  thymus,  with  hypo- 
plasia of  the  heart  and  aorta,  and  often  with  rickets. 

and  feet  and  lower  ends  of  the  long  bones,  without  involvement  of  the  bones  of  the 
face.  AVhile  this  condition  may  follow  syphilitic  infection,  its  frequent  association  with 
pulmonary  lesions  has  led  to  the  designation  hypertrophic  pulmonary  arthropathy. 

1  Successful  extirpation  of  the  hypophysis  in  animals  bv  Friedemann  and  Maas,  re- 
cently made,  did  not  lead  to  acromegaly.  See  Berliner  klin.  Wochenschr..  December 
24th.  1900. 

*  For  an  excellent  resume  of  acromegalia,  with  cases  and  bibliography,  see  Brooks, 
"Archives  of  Neurology  and  Psychopathology,  vol.  i.,  p.  4S">,  1898. 

3  For  a  more  detailed  consideration  in  the  light  of  recent  studies  of  cases  often 
grouped  under  the  name  ** Hemorrhagic  Infections."  consult  Jfanf.  Lulwrsch  and  Oster- 
tag's  "Ergebnisse  derallg.  Aetiologie,"  Jahrg.  i.,  Ab.  1,  p.  793,  bibliography. 
22 


338  GENERAL  DISEASES. 

Hypoplasia  of  the  heart  ami  aorta  is  apparently  a  congenital  defect,  and 
while  not  limited  to  well-defined  cases  of  lymphatic  constitution,  appears 
in  this  connection  and  when  occurring  alone  to  mark  a  noteworthy  lack 
of  resistance  on  the  part  of  the  organism  to  various  forms  of  injury,  in- 
fection, etc. 

Lymph -Nodes  and  Xodules. — The  pharyngeal,  thoracic,  and  abdominal 
lymph-nodes  are  most  frequently  involved  in  hyperplasia,  the  new  cells 
often  infiltrating  the  surrounding  tissue.  There  may  be  hyperplasia  of 
the  tonsils,  of  the  cervical,  mediastinal,  axillary,  and  abdominal  lymph- 
nodes,  as  well  as  of  the  lymphatic  tissue  of  the  gastro-intestinal  canal. 

The  thymus  may  be  congested  and  large  and  soft  from  hyperplasia. 
It  sometimes  evidently  exerts  such  pressure  on  the  adjacent  bronchi  and 
large  vessels  as  to  lead  to  death. 

The  spleen  may  be  moderately  enlarged  from  hyperplasia,  especially 
of  the  lymphoid  tissue  of  the  Malpighian  bodies,  and  it  may  be  con- 
gested. l 

1  For  a  study  of  the  lymphatic  constitution  and  its  relationship  to  sudden  death,  see 
Eiting,  New  York  Med.  Jour.,  July  10th,  1897,  bibliography. 
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Hypoplasia  of  the  heart  and  aorta  is  apparently  a  congenital  defect,  and 
while  not  limited  to  well-defined  cases  of  lymphatic  constitution,  appears 
in  this  connection  and  when  occurring  alone  to  mark  a  noteworthy  lack 
of  resistance  on  the  part  of  the  organism  to  various  forms  of  injury,  in- 
fection, etc. 

Lymph- Nodes  and  Nodules. — The  pharyngeal,  thoracic,  and  abdominal 
lymph-nodes  are  most  frequently  involved  in  hyperplasia,  the  new  cells 
often  infiltrating  the  surrounding  tissue.  There  may  be  hyperplasia  of 
the  tonsils,  of  the  cervical,  mediastinal,  axillary,  and  abdominal  lymph- 
nodes,  as  well  as  of  the  lymphatic  tissue  of  the  gastro-intestinal  canal. 

The  thymus  may  be  congested  and  large  and  soft  from  hyperplasia. 
It  sometimes  evidently  exerts  such  pressure  on  the  adjacent  bronchi  and 
large  vessels  as  to  lead  to  death. 

The  spleen  may  be  moderately  enlarged  from  hyperplasia,  especially 
of  the  lymphoid  tissue  of  the  Malpighian  bodies,  and  it  may  be  con- 
gested.1 

1  For  a  study  of  the  lymphatic  constitution  and  its  relationship  to  sudden  death,  see 
Swing,  New  York  Med.  Jour.,  July  10th,  18d7,  bibliography. 
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SPECIAL  PATHOLOGY. 
General  Considerations. 

We  have  now  completed  the  study  of  those  fundamental  processes 
and  structural  alterations  which  are  embraced  in  general  pathology. 
These  have  been  considered  without  reference  to  special  regions  or  organs 
of  the  body.  We  now  enter  upon  the  study  of  these  pathological  proc- 
esses and  their  associated  lesions  as  they  are  modified  by  the  special  con- 
ditions and  characteristic  structure  of  one  and  another  of  the  tissues  or 
organs  or  regions  of  the  body.  It  is  clear  that  both  the  disease  processes 
and  the  structural  alterations  with  which  these  are  associated  may  be 
modified  by  the  functional  and  structural  peculiarities  of  the  affected 
organ.  Thus  while  degeneration,  regeneration,  inflammation,  etc.,  may 
be  fundamentally  similar,  for  example,  in  liver,  kidney,  and  nerve,  they 
may  present  sufficient  variation  in  one  or  another  of  these  parts  to  re- 
quire a  separate  consideration  and  even  a  special  nomenclature.  We 
shall  have  occasion  to  call  attention  now  and  then  to  those  functional 
and  structural  characteristics  of  the  organs  which  often  throw  much  light 
upon  their  mode  of  response  to  the  various  excitants  of  disease. 

It  is  well,  on  the  other  hand,  to  remember  that  there  are  in  all  the 
organs  and  in  most  parts  of  the  body  certain  elementary  structures,  such 
as  connective  tissue,  blood-  and  lymph-vessels,  and  nerves,  whose  lesions 
are  quite  similar  wherever  they  may  be.  So  that  many  forms  of  lesion 
involving  these  structures,  while  of  varying  significance  to  the  organism, 
differ  in  the  various  parts  of  the  body  chiefly  in  distribution  or  topo- 
graphy. 


CHAPTER  I. 

THE    BLOOD1    AND    THE    BLOOD-FORMING    ORGANS. 

Changes  in  the  Composition  and  Structure  of 

the  Blood. 

The  Coagulability  of  the  Blood  and  the  characters  of  the  resulting  clot 
vary  widely,  depending  partly  upon  the  composition  of  the  blood  and 
partly  upon  the  conditions  under  which  the  coagulation  occurs.  There 
may  be  very  little  coagulation  of  the  blood  in  death  from  the  exclusion 
of  air  from  the  lungs,  or  from  diseases  and  accidents  which  interfere 
with  the  aeration  of  the  blood  and  permit  the  accumulation  of  carbonic 
acid  within  it.  Thus,  in  death  from  strangulation  or  drowning,  many 
chronic  diseases,  scurvy,  and  under  many  conditions  which  we  do  not 
understand,  the  blood  may  remain  fluid,  or  nearly  so,  after  death.  On 
the  other  hand,  in  a  variety  of  infectious  diseases,  such  as  rheumatism, 
pneumonia,  etc.,  very  voluminous  clots  may  be  formed,  although  this  is 
by  no  means  constantly  the  case.  The  fact  that  large  clots  form  after 
death  is  not  conclusive  evidence  that  an  undue  amount  of  fibrin-forming 
elements  were  present  in  the  blood,  nor  does  the  absence  of  marked  coag- 
ulation prove  a  diminution  in  the  blood  of  fibrin-forming  elements. 

The  composition  of  the  clot  varies  with  the  rapidity  of  its  formation 
and  with  the  specific  gravity  of  the  plasma.  Clots  very  rapidly  formed 
in  plasma  of  high  specific  gravity,  or  in  still  slowly  circulating  blood, 
are  apt  to  be  dark  red,  from  admixture  of  red  cells  and  fibrin.  After 
complete  failure  of  circulation,  especially  in  plasma  of  low  specific  grav- 
ity, the  red  cells  tend  to  settle  to  dependent  vessels.  Yellowish -white 
succulent  clots  then  form  in  the  clear  supernatant  plasma,  while  soft 
black  clots  result  from  the  excess  of  red  cells  collected  in  the  dependent 
vessels. 

The  Alkalinity  of  the  Blood. — This  varies  in  health  and  to  a  greater 
extent  in  disease,  this  variation  being  parallel  with  the  fluctuations  in 
concentration  and  albumen  content.  Diminution  in  the  alkalinity  of  the 
blood  is  seen  in  severe  amemia  and  in  diabetes.  Increase  has  been  noted 
in  catarrhal  jaundice.  In  fever  the  variations  are  marked;  they  may 
l>e  above  or  Im»1ow  normal,  but  a  constant  change  has  not  lieen  observed. 

Anhydramia — the  condition  in  which  the  blood  contains  an  excessive 
proportion  of  albumen,  cells,  and  other  solid  elements — occurs  in  dis- 
eases associated  with  excessive  serous  discharges  from  the  intestines.  It 
is  extreme  in  some  eases  of  cholera,  and  has  been  noted  in  a  lesser  degree 
in  other  infectious  diseases,  as  pneumonia  and  diphtheria. 

1  A  full  discussion  of  tin?  subjects  in  this  chapter  can  be  found  in  Hiring,  "Clinical 
Pathology  of  the  Blood,"  1901. 
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Hydremia  is  that  condition  in  which  the  blood  contains  a  large  amount 
of  water  in  proportion  to  the  solid  ingredients.  It  occurs  in  a  variety 
of  diseases  of  the  heart,  lungs,  liver,  and  kidneys,  and  characterizes  all 
forms  of  anaemia. 

Haemoglobinaemia. — Owing  to  the  destruction  of  red  blood  cells  in  some 
forms  of  poisoning,  burning,  etc.,  the  blood  plasma  may  contain  free 
haemoglobin,  by  which  it  is  discolored  (hcemoglobin<emia),  or  it  may  be 
stained  from  the  absorption  of  bile  pigment. 

The  blood  may  be  actually  increased  in  volume  (plethora),  either  by 
an  increase  in  fluids  or  in  cells,  or  by  simultaneous  and  proportionate 
increase  of  both  fluid  and  cellular  elements. 

Anaemia. — In  general,  anaemia  means  a  diminished  quantity  of  blood 
or  of  red  blood  cells  in  the  vessels  of  the  whole  or  any  part  of  the  body. 
With  one  exception — mild  chlorosis—  it  is  invariably  characterized  by  a 
reduction  in  number  and  change  in  form  of  the  red  cells  (oligocythemia), 
and  by  diminished  alkalinity  and  coagulability.  It  is  always  associated 
with  a  reduction  in  specific  gravity,  haemoglobin,  and  in  solid  elements. 
Hydraemia  and  an  increased  tendency  toward  osmosis  are  equally  con- 
stant features  of  this  condition.  The  albumens  remaining  in  the  serum 
after  coagulation  are  very  slightly  diminished  in  anaemia. 

Generally  speaking,  anaemia  is  produced  by  excessive  haematolysis, 
or  by  defective  haematogeuesis,  or  by  actual  loss  of  blood,  in  bulk  (haem- 
orrhage), or  in  its  fluid  ingredients  (transudation). 

Anaemia  may  be  secondary  to  haemorrhage,  to  exudative  processes,  to 
prolonged  malnutrition,  to  chronic  organic  diseases  of  many  kinds,  to 
the  action  of  poisons,  to  congenital  hypoplasia  of  heart  and  arteries,  to 
functional  disturbances  of  an  unknown  nature  in  the  blood-forming 
organs,  and  to  wholly  unknown  causes.  Simple  atrophic  changes  in 
many  tissues,  hypertrophy  of  the  red  marrow,  lymph-nodes,  spleen,  liver, 
and  thymus,  fatty  degeneration  of  the  liver,  kidneys,  heart,  and  blood- 
vessels, with  capillary  haemorrhages  and  transudations,  are  frequent  ac- 
companiments of  severe  anaemia. 

ALTERATIONS  IN  THE  RED  BLOOD  CELLS. 

These  may  be  diminished  in  number  and  may  undergo  various 
changes  in  shape  and  size  and  structure. 

Alteration  in  Number  of  the  Eed  Blood  Cells. 

Oligocythemia  is  that  condition  of  the  blood  in  which  the  number  of 
the  red  cells  is  reduced.  This  reduction  in  number  may  be  temporary, 
as  after  haemorrhage,  or  it  may  be  persistent,  as  in  some  forms  of  anae- 
mia. The  number  of  red  blood  cells  may  in  extreme  cases  of  anaemia  be 
reduced  to  one-tenth  of  the  normal,  or  even  less ;  that  is,  from  the  nor- 
mal number,  which  is  between  four  and  five  million,  there  may  be  a  re- 
duction to  half  a  million  or  less. 
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A  persistent  dimination  in  the  number  of  red  cells  may  be  effected 
either  by  increased  destruction  ( ketmurtolipi*  •  or  by  defective  formation 
(h*rmatogm**i*)  of  these  elements,  but  the  relation  of  the  two  factors  in 
the  production  of  the  chronic  anaemias  is  as  yet  imperfectly  determined. 

Excessive  ikematolysis  Ls  observed  after  burns,  is  produced  by 
many  mineral  poisons,  as  arsenic,  phosphorus,  and  potassium  chlorate, 
in  phenylhydrazin  poisoning,  and  may  occur  in  infectious  diseases 
through  the  action  of  bacterial  toxins.  All  stages  of  a  peculiar  de- 
struction of  red  blood  cells  may  readily  be  followed  in  the  blood  in 
malaria.  In  chronic  infectious  diseases,  prolonged  suppuration,  and  in 
the  cachexia  attending  malignant  new  growths,  destruction  of  red  cells 
is  protiably  effected,  in  part,  by  toxic  agents  circulating  in  the  blood. 
In  pernicious  anaemia  the  condition  of  the  blood  may.  with  considerable 
certainty.  !**  referred  largely  to  a  destruction  of  red  cells  by  some  un- 
identified toxic  material  in  the  blood. 

In  the  process  of  destruction  of  the  red  cells,  especially  if  rapid, 
haemoglobin  may  be  .separated  from  the  cells,  dissolved  in  the  plasma 
rhaenioglohiiiaemia  »,  and  may  then  lie  excreted  unchanged  in  the  urine 
( hemoglobinuria  j. 

Hie  gradual  and  more  common  form  of  destruction  of  red  cells  is 
attended  with  an  alteration  of  the  haemoglobin,  effected  chiefly  in  the 
liver,  and  with  its  dej>osit  in  the  endothelial  and  glandular  cells  of  vari- 
ous organs,  esj>ecially  in  the  liver,  spleen,  kidneys,  tione  marrow,  and 
seeondarilv  in  anv  of  the  tissues. 

A  part  of  the  altered  haemoglobin  is  to  l*e  found  in  the  form  of  pig- 
ment granules,  or  as  a  diffuse  deposit,  in  the  cells  of  the  above-named 
organs,  where  its  content  of  iron  may  or  may  not  be  demonstrable  by 
microchciiiicul  tests  {hwnumderin).  Another  product  of  the  haemoglo- 
bin, not  containing  iron,  may  t>e  found  in  the  same  situations,  in  the 
forms  of  granules  or  crystals  (hamatoulin).  Finally,  the  derivatives  of 
luciuoglohin  are  excreted  largely  in  the  form  of  normal  or  pathological 
urinary  pigment.  The  remaining  fragments  and  stroma  of  the  red  cells 
are  soon  removed  from  the  circulation  largely  by  leucocytes,  and  partly 
by  endothelial  cells  and  giant  cells,  in  the  liver,  spleen,  and  marrow. 

Dkfwtive  ji.kmatogkxksis  must  l>e  regarded  as  a  cause  of  such  an- 
aemias jus  an*  associated  with  pathological  changes  in  the  Iwuie  marrow 
(pernicious  amcinia;,  and  in  the  lymph-nodes,  spleen,  and  liver  (leukae- 
mia;. This  too  is  prol»ably  the  chief  cause  of  the  anaemia  following 
prolonged  malnutrition  ( secondary  anaemia).  The  pathological  changes 
in  the  blood-producing  organs  may  sometimes  arise  as  primary  diseases 
of  these  orpins,  or  similar  changes  may  Ik*  secondary  to  excessive  de- 
mands for  the  regeneration  of  the  blood.  In  mild  grades  of  amcmia  the 
regeneration  of  the  blood  is  attended  with  an  hyperplasia  of  the  red 
marrow  [rontaining  nucleated  ml  cells  of  normal  size  [normoblast*)], 
which  replaces  the  yellow  marrow  of  the  long  Imhics.  The  chief  defect 
in  the  production  of  nil  cells  may  then  l>c  a  deficiency  in  haemoglobin 
(chlorosis).      In  severe  and  prolonged  anaemia,  under  the  influence  of 
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toxic  agents  in  the  blood,  the  reproduction  of  cells  may  be  insufficient, 
and  these  new  cells  may  be  more  susceptible  to  the  action  of  the  toxic 
agent,  which  is  itself  the  cause  of  their  structural  defects.  A  "eireulus 
vitiosus  "  is  thus  established,  the  normal  development  of  red  cells  fails 
and  is  in  part  replaced  by  an  abnormal  type  of  blood  formation  closely 
resembling  the  embryonal  type.  In  such  cases  the  normoblasts  of  the 
marrow  are  replaced  by  very  large  nucleated  red  cells  ( megaloblast* ) ; 
from  these  are  developed  very  large  red  cells  which  are  coniparatively 
incapable  of  the  functions  of  the  normal  cell.  In  this  way  may  be  es- 
tablished a  secondary  anaemia  which  steadily  progresses  and  becomes  a 
self-perpetuating  disease  entirely  disproportionate  to  the  original  cause 
(secondary  pernicious  anaemia). 

Alterations  in  Morphology  of  the  Eed  Blood  Cells. 

In  mild  form*  of  atuemia,  the  red  cells  are  deficient  in  haemoglobin,  the 
blood  may  be  pale  or  watery  in  appearance,  and  the  cells  appear  in  the 
fresh  condition  as  very  pale  discs  or  as  slightly  refractive  rings  enclosing 
a  nearly  colorless  central  mass.  In  dry  preparations  stained  with  eosin, 
such  cells  may  show  only  a  narrow  red  ring  surrounding  a  central  por- 
tion which  is  entirely  devoid  of  haemoglobin.  In  this  grade  of  anaemia 
there  may  be  noted  moderate  differences  in  size  and  irregularities  in 
shape  of  the  red  cells.  In  severe  anaemia,  under  a  variety  of  conditions, 
as  after  certain  forms  of  poisoning,  extensive  burns,  etc.,  varying  num- 
bers of  very  small  red  cells  are  seen,  called  microcytex.  They  are  sphe- 
roidal or  irregular  in  shape,  may  be  excessively  minute,  and  their  haemo- 
globin is  either  increased,  normal,  or  diminished.  Under  similar 
conditions,  a  variety  of  bizarre  forms  of  red  cells  are  found,  called  poiki- 
locyte*.  In  very  severe  anaemia  very  large  red  cells  occur  in  considerable 
numbers.  These  cells,  called  megalocyten,  are  derived  from  the  large 
nucleated  red  cells  of  the  marrow,  and  their  appearance  in  the  blood  in- 
dicates the  early  onset  or  actual  establishment  of  some  form  of  progres- 
sive anaemia  (see  Plate  II.,  Fig.  ii.). 

Amoeboid  movement  of  megalocytes  has  been  observed  in  specimens 
examined  on  a  warm  stage  from  the  blood  of  pernicious  anaemia.  The 
tendency  of  the  red  cells  to  form  rouleaux  is  much  diminished  or  absent 
in  very  grave  anaemia. 

Not  infrequently  a  loss  of  haemoglobin  is  associated  with  a  change  in 
the  stroma  of  the  cell,  so  that  the  mass  stains  slightly  with  methylene 
blue.  To  this  change  the  name  of  anaemic  or  polychromatophilic  degen- 
eration has  been  given,  and  it  is  thought  to  show  a  more  or  less  com- 
plete coagulation  necrosis  by  which  change  the  protoplasm  of  the  ml  cell 
becomes  more  basophilic1  in  its  staining  reaction.  Instead  of  a  uniform 
loss  of  haemoglobin  this  constituent  of  the  cell  may  be  condensed  in  the 

1  It  is  convenient  to  classify  the  dves  used  in  staining  into  the  acid,  the  neutral,  and 
the  basic,  and  to  designate  cells,  in  accordance  with  the  relative  persistency  with  which 
they  hold  these  dyes,  as  neutrophile,  aeidophile,  or  basophil**. 


Description  of  Plate  II. 

Fig.  I.  Normal  Blood. — Ehrlich's  triacid  8tain.  The  red  cells  arc  of  nearly  uni- 
form size  and  shape.  There  is  an  abundance  of  hemoglobin  which  is  evenly  distrib- 
uted, but  less  densely  at  the  centre  of  the  cells,  except  in  those  cells  which  have  !>een 
very  rapidly  dried,  when  the  central  lighter  area  does  not  appear.  On  the  left  is  a 
lymphocyte  without  visible  protoplasm.  Above  and  below  are  two  mononuclear  cells 
showing  varieties  in  the  staining  quality  of  the  nucleus.  In  the  centre  is  a  large  mono- 
nuclear or  transitional  leucocyte.  The  fine  neutrophil  granules  and  the  large  fW/10- 
ph He  granules  are  nearly  identical  in  color  and  are  to  be  distinguished,  with  this  stain, 
only  by  difference  in  size. 

Fio.  II.  Chlorosis.—  M.  M.,  female,  28  years.  Red  cells.  3,400,000.  Hb.,  thirty- 
five  per  cent.  Eosin  and  methylene  blue.  The  red  cells  are  moderately  reduced  in 
numl>cr  and  there  are  moderate  variations  in  their  size  and  shape.  They  show  a  uni- 
form and  nearly  invariable  diminution  in  iuemoglobin.  In  the  upper  left  quadrant  is 
a  cell  showing  a  gathering  of  Iuemoglobin  into  a  dense  central  mass.  In  a  cell  on  the 
left  is  representee!  the  appearance  in  the  central  portion  of  a  mass  devoid  of  Iuemoglobin 
and  staining  lightly  with  methylene  blue.  Such  degenerative  changes  are  common  in 
amende  blood  and  are  not  to  be  confounded  with  nucleated  red  cells,  norm<Ma*t*.  one  of 
which  is  shown  in  the  upper  right  quadrant.  The  polynuclear  and  large  mononuclear 
leucocytes  are  intended  to  represent  the  mixed  leucocytosis  of  this  condition.  Above 
are  a  few  blood  plates. 

Fio.  III.  Pkimaky  Prooressive  Pernicious  An\*:mia.— ().  II.,  44  years.  Red 
cells.  675,000.  Hb.,  fifteen  percent.  Eosin  and  methylene  blue.  The  red  cells  are  very 
much  reduced  in  number,  and  do  not  form  rouleaux.  There  are  extreme  variations  in 
size,  shape,  and  quantity  of  Iuemoglobin.  The  large  nucleated  red  cells,  megaloWatt*  and 
gigant'Matt*,  were  rather  numerous.  The  upper  one  shows  a  small  nucleus  in  the  rest- 
ing stage,  the  lower  one  a  nucleus  in  early  mitosis.  The  megalocyte  hi  the  centre  shows 
an  excess  of  Iuemoglobin,  the  one  at  the  base  of  the  field  is  deficient  in  Iuemoglobin  and 
its  outline  is  imperfect.  In  this  case  the  eosinophil  cells  and  the  mononuclear  leuco- 
cytes were  increased  in  number. 

Fio.  IV.  Secondary  Pernicious  Anjcmia.— C.  X.,  29  years.  Chronic  malaria. 
Red  cells,  1,900, (KM).  lib.,  twenty-five  per  cent.  Triacid  stain.  The  red  cells  show 
extreme  differences  in  size,  shape,  and  content  of  Iuemoglobin.  Most  of  the  cells  are 
deficient  in  Iuemoglobin.  Nucleated  red  cells  were  not  seen.  The  leucocytes,  espe- 
cially the  polynuclear  forms,  were  increased  in  number,  and  a  few  mytbtcyUs  were  pres- 
ent, one  of  which  is  shown  on  the  right. 

Fio.  V.  Lymphatic  Leik.kmia.— Eosin  and  methylene  blue.  The  red  cells  are 
much  reduced  in  number  but  do  not  show  great  differences  in  size,  shape,  or  content 
of  hamoglohin.  No  nucleated  red  cells  were  found.  The  increased  nuinlwr  of  leuco- 
cytes consisted  principally  of  small  and  large  mononuclear  cells.  On  the  left  is  seen 
a  basket-shaped  nucleus  without  demonstrable  cell  body. 

Fio.  VI.  Myelogenous  Lkuk.kmia.—  Triacid  stain.  Tin*  red  cells  are  much  re- 
duced in  number,  show  moderate  differences  in  size  and  shape,  but  usually  contain  an 
abundance  of  Iuemoglobin.  A  few  normoblasts  were  seen.  The  increased  number  of 
leucocytes  consists  largely  of  mythtcyte*  and  jtotytiuclear  hurocyte*.  In  the  centre  is  a 
large  myelocyte  with  very  pale  eccentric  nucleus.  Above  are  myehxytes  of  ordinary 
size  and  with  more  deeply  staining  nuclei.     On  the  right  is  a  large  amnophile  mytlocyte. 
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form  of  small  granules  occupying  the  cell  body  and  staining  more  deeply 
with  methylene  blue  than  do  normal  cells  (granular  degeneration). 

It  should  be  remembered  that  during  the  manipulations  required  in 
making  dried  specimens  the  red  cells  may  suffer  a  variety  of  artificial 
changes,  many  of  which  are  very  confusing. 

Nucleated  red  blood  eclU  are  found  in  the  blood  in  all  forms  of  anaemia, 
and  their  appearance  indicates  regenerative  activity  on  the  part  of  the 
blood-producing  organs.  Their  presence  in  the  blood,  though  at  all 
periods  of  extra-uterine  life  abnormal,  may  usually  be  regarded  as  of 
favorable  import  in  disease.  Within  a  few  hours  after  severe  haemor- 
rhage nucleated  red  cells  may  be  noted  in  considerable  numbers.1  Dur- 
ing the  regeneration  of  the  blood  in  anaemia,  the  occurrence  of  nucleated 
red  cells  is  nearly  constant,  but  subject  to  rather  sudden  periodical  vari- 
ations sometimes  called" blood  crises."  In  favorable  cases  of  amemia 
nucleated  red  cells  of  normal  size  only  (normoblast*)  Plate  II.,  Fig. 
ii. )  are  to  be  seen,  whose  compact,  darkly  staining  nucleus  may  be  found 
either  in  the  centre  of  the  cell  or  slightly  protruding  from  the  periphery; 
or,  nuclei  apparently  quite  extruded  from  the  cell  may  be  found  free  in 
the  plasma. 

In  severe  anaemia  attended  with  an  abnormal  type  of  blood  formation, 
very  large  nucleated  red  cells  (megaloblastx)  (Plate  II.,  Fig.  iii.)  appear 
in  varying  numbers.  The  protoplasm  of  these  cells  often  shows  an  ex- 
cess of  haemoglobin,  but  frequently  the  reddish-brown  stain  produced  by 
eosin  indicates  an  altered  form  of  haemoglobin,  or  very  fine  basophile 
granules  may  be  demonstrated  by  treatment  with  methylene  blue.  The 
nuclei  of  the  megaloblasts  may  be  single  and  compact,  or  a  single  large 
nucleus  may  show  stages  of  direct  division,  or  in  extremely  large  cells 
(gUjantoblasU)  (Plate  II.,  Fig.  iii.)  the  nuclei  may  present  phases  of  nor- 
mal or  pathological  mitosis. 

ALTERATIONS  IN    THE  WHITE  BLOOD  CELLS. 

The  Leucocytes  of  Normal  Blood. 

The  leucocytes  of  normal  blood  may  be?  classified  according  to  their 
place  of  origin,  or  by  the  character  of  their  nuclei,  or  by  the  reac- 
tion of  the  granules  in  their  protoplasm  to  certain  dyes.  The  most  ser- 
viceable classification  is  that  based  both  upon  the  character  of  the  nucleus 
and  upon  the  reaction  of  the  protoplasm  to  dyes,  according  to  which  we 
may  distinguish  in  normal  blood  the  following  forms  (see  Plate  II. , 
Fig.  i. ) : 

1.  Lymphocytes,  small  leucocytes  of  about  the  size  of  red  cells  or 
larger,  with  a  single  compact,  deeply  staining  nucleus,  surrounded  by  a 

1  The  appearance  of  nucleated  red  cells  and  abnormal  forms  lias  been  frequently 
noted  in  those  who  have  recently  arrived  in  mountainous  regions,  the  probable  explana- 
tion being  that  the  lowered  oxygen  tension  of  the  rarefied  air  demands  a  larger  amount 
of  haemoglobin  to  supply  the  wants  of  the  tissues,  with  the  result  that  for  a  short  time 
immature  red  cells  are  set  free  from  the  bone  marrow. 
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thin  rim  of  homogeneous  protoplasm.  The  cell  bodj*  usually  possesses  a 
stronger  basophilic  reaction  than  the  nucleus,  so  that  in  staining  with 
methylene  blue  the  nucleus  shows  as  a  pale  spot  in  the  centre  of  the  dark 
ring  of  the  cell  body.  This  ring  is  often  ragged  in  its  outline  and  may 
show  distinct  projections  which  are  sometimes  cast  off  into  the  circulating 
blood.  Large  and  small  lymphocytes  may  be  distinguished  (Plate  II., 
Fig.  v.). 

2.  Large  Mononuclear  Leucocytes,  with  a  single,  compact  or 
vesicular,  rather  faintly  staining  nucleus  and  a  relatively  large  amount 
of  protoplasm  which  stains  much  less  strongly  than  the  nucleus,  thus 
separating  this  group  from  the  lyinphocj'tes. 

3.  Transitional  Leucocytes,  of  the  same  size  as  many  of  the  large 
mononuclear  leucocytes,  with  a  compact  or  vesicular,  irregular  or  in- 
curved nucleus,  and  a  considerable  mass  of  protoplasm,  in  which  fine 
neutrophile  granules  can  occasionally  be  demonstrated. 

4.  Polynuclear  Neutrophile  Leucocytes,  of  the  same  size  as 
the  transitional  leucocytes,  with  a  partially  or  completely  divided  nu- 
cleus, of  which  the  separate  portions  are  either  compact  or  vesicular, 
deeply  or  faintly  staining,  and  with  considerable  protoplasm  in  which 
distinct  granules  may  be  demonstrated  by  the  neutral  dyes. 

5.  Eosinophile  Cells,  of  the  same  characters  as  the  ordinary  poljr- 
nuclear  leucocytes,  but  containing  in  their  bodies  large  refractive  gran- 
ules which  stain  deeply  with  so-called  acid  dyes  such  as  eosin. 

6.  Mast  Cells,  of  about  the  same  size  as  the  polynuclear  cells,  but 
containing  coarse  granulations  stained  only  by  basic  dyes  such  as  meth- 
ylene blue.  The  nucleus  is  small,  stains  feebly,  and  is  usually  lobular. 
It  is  often  covered  very  largely  by  the  granulations. 

These  various  forms  of  leucocytes  occur  in  normal  blood  in  the  fol- 
lowing proportions,  which  represent  averages  only  and  are  subject  to 
considerable  variations : 

Polynuclear  neutrophil!*  leucocytes 70  to  72  per  cent. 

Large  mononuclear  and  transition  forms 2  u     4        u 

Lymphocytes 22  -  25 

Eosinophils 2"     4 

Mast  cells  less  than 0.r»     " 

In  the  normal  blood  of  young  children  the  relative  proportion  of 
mononuclear  cells  is  considerably  greater  than  in  that  of  adults. 

The  numliers  and  proportions  of  the  polynuclear  leucocytes  are  in 
disease  subject  to  very  wide  variations,  and  some  abnormal  forms  of 
colorless  cells  make  their  appearance  in  the  blood. 

Leukocytosis. 

Leucocytosis  is  that  condition  of  the  blood  in  which  the  leucocytes 
are  temporarily  or  persistently  increased  in  numlier.  When  several 
forms  of  leucocytes  are  increased  in  numl>er  and  the  usual  proportions 
are  but  partially  disturbed,  we  sj>eak  of  mixed  leucocytosis.     Such  a  con- 
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dition  is  seen  in  some  forms  of  ansemia.  When  the  polynuclear  neutro- 
phile  leucocytes  alone  are  increased  the  condition  is  termed  polynuclear 
leucocytosis,  or  simply  leucocytosis.  If  the  mononuclear  cells  are  chiefly 
affected,  the  condition  may  be  denoted  as  lymphocytosis.  The  eosinophile 
cells  alone  may  be  increased. 

Polynuclear  Leucocytosis  may  be  either  physiological  or  pathological. 

Physiological  Polynuclear  Leucocytosis  is  seen  during  normal  digestion, 
in  the  later  months  of  pregnancy,  in  the  first  days  of  infancy,  and  is 
usually  of  moderate  grade. 

Pathological  Polynuclear  Leucocytosis  occurs  in  many  inflammatory  and 
infectious  diseases,  and  accompanies  the  various  cachexias.  Of  the  in- 
fectious diseases  attended  with  leucocytosis  may  be  mentioned  pneu- 
monia, diphtheria,  scarlet  fever,  erysipelas,  rheumatism,  suppurative 
cerebrospinal  meningitis,  and  any  disease  associated  with  a  pronounced 
exudative  or  suppurative  lesion.  On  the  other  hand,  leucocytosis  is 
absent  in  uncomplicated  typhoid  fever,  typhus,  malaria,  measles,  and 
tuberculosis. 

The  origin  and  significance  of  the  leucocytosis  of  infectious  diseases 
is  imperfectly  understood,  but  may  be  partially  explained  by  the  princi- 
ples of  chemotaxis  and  phagocytosis.  From  experimental  evidence  and 
clinical  observation  it  is  known  that  during  the  onset  of  some  infectious 
diseases  the  entrance  of  bacteria  or  their  products  into  the  blood  is  fol- 
lowed by  a  disappearance  from  the  circulation  of  many  polynuclear  leu- 
cocytes, which  are  removed  from  the  larger  vessels  and  lodged  in  the 
capillaries,  principally  in  the  lungs  and  liver.  This  condition  of  the 
blood,  called  hypoleucocytosisf  may  be  attended  with  a  transient  reduction 
in  temperature  and  weakening  of  the  heart's  action,  and  is  usually  suc- 
ceeded shortly  by  the  reappearance  of  polynuclear  leucocytes  in  large 
numbers,  and  by  a  rise  of  temperature.  These  leucocytes  are  apt  to 
gather  in  regions  in  which  micro-organisms  are  abundant,  and  are  be- 
lieved to  take  up  and  destroy  micro-organisms  (phagocytosis),  and  to 
prevent  their  further  entrance,  and  possibly  the  entrance  of  their  prod- 
ucts also  into  the  circulation.  Of  the  place  and  method  of  origin  of 
these  new  leucocytes  very  little  is  definitely  known. 

In  many  very  severe  cases  of  infectious  disease,  such  as  pneumonia, 
diphtheria,  and  peritonitis,  the  initial  hypoleucocytosis  persists,  in  which 
event  the  disease  usually  runs  an  asthenic  and  fatal  course,  with  a  ten- 
dency to  low  temperature  and  feeble  pulse. 

When  leucocytosis  is  established  the  grade  varies  frequently  with  the 
extent  of  the  local  lesion  and  the  height  of  the  fever  associated  with 
the  infectious  process,  and  disappears  with,  or  soon  after,  the  decline  of  the 
disease.  In  general,  according  to  our  present  knowledge,  the  leucocy- 
tosis of  infectious  diseases  may  be  regarded  sis  the  effort  of  the  blood- 
producing  organs  to  protect  the  blood  and  tissues  by  means  of  leucocytes 
against  the  invasion  of  micro-organisms  and  against  the  action  of  toxins 
present  in  the  circulation. 

The  blood  in  typhoid  fever  presents  a  peculiar  variation  from  that  in 
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most  infectious  diseases.  In  the  first  weeks  of  the  disease  there  is  usu- 
ally a  reduction  in  the  number  of  leucocytes,  especially  of  the  polynuclear 
forms.  In  the  later  weeks  the  lymphocytes  may  form  eighty  per  cent 
of  the  leucocytes  present  in  the  blood.  Each  relapse  is  attended  with  an 
increase  of  the  lymphocytosis,  while  an  increase  of  polynuclear  leucocytes 
usually  occurs  with  complications  only. 

In  the  various  forms  of  tuberculosis  there  is  no  leucoeytosis  unless 
the  lesion  is  markedly  exudative  in  character,  or  is  complicated  by  sup- 
puration or  chronic  anaemia.  It  is  especially  in  pulmonary  tuberculosis 
that  secondary  infection  with  the  pyogenic  cocci  produces  exudative  or 
suppurative  lesions  such  as  are  apt  to  accompany  leucoeytosis. 

Cachectic  Leucoeytosis  is  a  feature  of  altered  conditions  of  the  blood, 
such  as  are  associated  with  the  growth  of  malignant  tumors,  and  with 
many  diseases  producing  secondary  anaemia.  This  increase  of  poly- 
nuclear leucocytes  may  serve  to  distinguish  many  forms  of  secondary 
from  primary  anaemia.  The  inflammation  and  toxaemia  accompanying 
many  new  growths  afford  a  sufficient  reason  for  the  appearance  of  ca- 
chectic leucoeytosis,  but  under  many  other  circumstances  its  direct  cause 
is  less  apparent.1 

Hypoleucocytosis  occurs  not  only  in  infectious  diseases,  when  the  poly- 
nuclear cells  alone  are  reduced  in  numbers,  but  also  from  shock,  reduc- 
tion of  body  temperature,  and  exhaustion,  when  all  forms  of  leucocytes 
may  be  diminished.  It  is  a  fairly  constant  feature  of  primary  pernicious 
anaemia.' 

Polynuclear  Eosinophil  Leucoeytosis  is  found  in  a  number  of  unrelated 
conditions.  In  bronchial  asthma  the  eosinophile  cells  are  considerably 
increased,  often  forming  ten  to  twenty  per  cent  of  the  total  white  cells. 
In  acute  and  chronic  diseases  of  the  skin,  such  as  pemphigus,  prurigo, 
and  psoriasis,  the  eosinophils  are  often  increased  to  a  marked  degree, 
but  the  condition  is  not  constant.  In  trichinosis  and  helminthiasis  the 
increase  is  so  constant  that  it  becomes  of  diagnostic  value  in  these  con- 
ditions.    A  post -febrile  eosinophilia  is  frequently  olxserved. 

Lymphocytosis,  frequently  seen  iu  the  anaemias  and  acute  intestinal 
disorders  of  childhood,  has  also  been  noted  in  some  forms  of  secondarv 
anaemia  (syphilis),  and  in  an  extreme  degree  as  the  chief  characteristic 
of  the  blood  of  lymphatic  leukaemia. 

In  mixed  leucocytoses  a  number  of  types  of  cells  apj>ear  which  are  de- 
rived from  the  bone  marrow  and  differ  greatly  from  the  forms  alreadj- 
descrilHMl.  Of  these  the  most  important  are  the  myelocyte*  (Plate  II.,  Fig. 
vi.  ).  These  an*  mononuclear  cells  with  an  oval,  faintly  staining  nucleus 
concentrically  placed,  and  the  cell  body  contains  a  greater  or  less  number 
of  neutrophile  granulations.     They  are  usually  about  twice  as  large  as 

1  For  further  data  concerning  Leucoeytosis.  consult  Metier,  "Beitriljre  7.ur  Kenntniss 
d.  Leukoevtose."  Leipsic.  1892.  Turk,*'  Klin.  UnterKUchungcn  u.  d.  Yerhaltend.  Blutes," 
etc..  Wi<ii.  1H98 

*  For  Hvpnleucocvtosis.  consult  hnrit,  **Studien  fiber  Phvsiol.  und  Pathol,  d.  Blutes 
u.  d.  Lyniphf."  Jena.  1892.  Etring.  "Toxic  Hypoleucocytosis."  New  York  Medical 
Journal.  March.  1895. 
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the  red  cells,  but  may  be  of  practically  the  same  size.  Another  type  pos- 
sesses the  same  characteristics  except  that  the  granulations  are  of  the 
eosinophile  variety.  Finally,  there  are  found  under  the  same  conditions 
as  the  myelocytes  large  mononuclear  cells  without  granulations,  the  so- 
called  " irritation  forms."  The  nucleus  stains  deep  blue  with  the  triacid 
stain,  and  the  cell  body  a  dark  brown.  Moderate  degrees  of  mixed  leu- 
cocytosis  are  seen  in  the  severe  primary  and  secondary  anaemias,  during 
the  course  and  at  the  end  of  severe  infections,  especially  in  children, 
but  the  most  marked  example  is  in  the  blood  of  spleno-myelogenous 
leukaemia.  In  this  disease  also,  especially  in  the  more  chronic  forms,  the 
mast  cells  may  be  very  abundant,  and  show  a  slightly  different  type  from 
those  found  in  normal  blood.  They  are  much  larger,  often  mononuclear, 
and  the  granules  are  very  irregular  in  size. 

Charcot -Ley  den  crystals  are  occasionally  found,  chiefly  after  death,  in 
the  blood  in  leukaemia,  usually  at  the  same  time  with  an  increased  num- 
ber of  eosinophile  cells. 

Degenerative  Changes  in  the  Blood  are  usually  indicated  in  the  leuco- 
cytes by  variations  in  the  percentage  of  normal  and  abnormal  varieties, 
rather  than  by  alterations  in  the  individual  cells,  for  degenerating  leuco- 
cytes are  usually  quickly  removed  from  the  circulation.  Staining  re- 
actions of  the  various  granules,  by  which  degenerative  changes  may  be 
recognized,  have  not  yet  been  devised.  In  leukaemia,  pernicious  anae- 
mia, and  diphtheria,  a  diminished  reaction  to  nuclear  dyes  has  been 
observed.  In  leukaemia,  and  in  the  severe  infectious  diseases,  the  leuco- 
cytes may  be  extremely  cohesive,  and  it  is  believed  that  a  large  quantity 
of  bacteria  or  toxins  in  the  circulation  may  even  effect  a  complete  solu- 
tion and  destruction  of  leucocytes  (leucocytolysis).  Fatty  degeneration 
of  leucocytes  has  been  demonstrated. 

Melansemia. — In  this  condition  the  blood  contains  larger  and  smaller 
irregular-shaped  particles  or  masses  of  brown  or  black  pigment.  This 
condition  is  most  frequently  the  result  of  intermittent  and  remittent 
fever,  particularly  the  severer  forms.  It  may  be  accompanied  by  anae- 
mia and  leucocytosis.  It  does  not  occur  in  all  cases  of  the  above-named 
affections.  It  may  be  transient  in  character.  The  pigment  may  be  free, 
or  more  usually  is  enclosed  in  leucocytes.  Under  the  same  conditions 
pigment  may  be  deposited  in  the  liver,  spleen,  lymph-nodes,  bone  mar- 
row, and  blood-vessels.  Owing  to  the  deposit  of  pigment  in  the  organs 
they  may  assume  a  gray  or  slate  color.  The  pigment  developed  in 
malaria  originates  in  the  decomposition  of  the  haemoglobin  under  the 
influence  of  the  Plasmodium.  Pigment  which  has  been  taken  into  the 
lungs  from  the  air,  such  as  coal  dust,  etc.,  may  find  its  way  into  the 
blood  either  before  or  after  deposition  in  the  bronchial  or  other  lymph- 
nodes,  and  may  be  afterward  deposited  in  the  spleen  and  liver. ! 

1  For  further  details  concerning  changes  in  the  blood,  consult  Simon,  u  Clinical 
Diagnosis,"  3d  ed.  Etring.  "Clinical  Pathology  of  the  Blood."  1901.  Cabot,  "Clinical 
Examination  of  the  Blood,"  1898. 
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Methods  of  Examination  of  the  Blood. 

The  blood  may  be  examined  fresh  on  the  warm  stage  without  the  addition  of  any 
fixative,  simply  surrounding  the  cover  with  oil  or  vaselin  to  prevent  evaporation. 
This  method  is  especially  useful  in  the  examination  of  blood  for  the  plasmodia  malaria?. 
For  most  purposes,  however,  the  cells  should  be  treated  the  instant  the  blood  leaves 
the  vessels  in  such  a  way  as  to  retain  their  normal  form.  This  fixation  may  be  accom- 
plished by  the  use  of  chemical  agents  (wet  method)  or  by  quick  drying  on  the  cover 
glass  or  slide  (dry  method). 

Wet  Method. — Among  the  chemical  fixative  agents  are  osmic  acid  and  a  solution 
of  corrosive  sublimate.  Ornate  acid:  A  drop  or  two  of  blood  drawn  from  the  cleansed 
finger-tip  by  a  needle  prick  is  allowed  to  fall  into  a  cubic  centimetre  of  from  one-  to 
two-percent  osmic  acid.  After  an  hour  the  blood  ceils  may  be  transferred  by  a  pipette 
to  a  solution  of  acetate  of  potash,  in  which  they  may  be  preserved. 

Sublimate  may  be  used  in  the  form  of  Hayem's  solution,  consisting  of 

Chloride  of  sodium 1     gm. 

Sulphate        u  5 

Corrosive  sublimate 0.5    u 

Water,  distilled 200 

The  blood  is  received  directly  into  this  solution,  in  which  it  is  studied.  The  wet 
method  of  fixation  is  especially  to  be  recommended  for  studies  on  the  minute  structure 
of  blood  cells. 

Dry  Metitod. — It  has  been  found  that  if  the  freshly  drawn  blood  from  a  finger 
prick  be  immediately  dried  on  a  glass  in  a  very  thin  layer,  the  cell  forms  are  quite  well 
preserved  and  may  be  exposed  to  the  action  of  staining  agents.1 

For  this  purpose  square  cover-glasses  of  medium  size  should  Ik?  cleaned  in  strong 
nitric  acid,  rinsed  in  alcohol  and  ether,  carefully  dried,  and  kept  free  from  dust.  A 
drop  of  blood  may  be  expressed  by  very  light  pressure  only  from  the  finger  tip,  previ- 
ously cleansed  with  alcohol  and  ether,  and  for  the  best  results  the  drop  must  be  spher- 
oidal and  about  one-sixteenth  of  an  inch  in  diameter.  One  cover-glass  should  be  held 
in  the  forceps,  or  between  the  fingers  if  thoroughly  dry,  and  its  central  point  touched 
to  the  drop  of  blood.  After  contact  with  the  blood  this  cover-glass  should  Ik*  instantly 
laid  upon  a  second  glass  so  as  to  cover  all  but  an  eighth  of  an  inch  along  one  side,  ami 
as  soon  as  the  blood  has  spread  to  the  edges,  the  cover-glasses  should  be  quickly  sepa- 
rated by  sliding  without  pressure  and  dried  in  the  air.  If,  instead  of  drying  in  the  air, 
the  specimens  are  rapidly  dried  high  over  an  alcohol  flame,  the  fixation  will  be  more 
successful,  and  many  artificial  changes  in  the  red  cells  will  be  avoided. 

Another  method,  more  successful  in  many  hands,  consists  in  touching  the  drop 
with  the  smooth  edge  of  a  glass  slide,  applying  this  edge  with  its  adherent  blood 
obliquely  to  a  slide,  and  when  the  blood  has  spread  along  the  edge  of  the  slide,  drawing 
it  rapidly  across  the  surface  of  the  second  slide. 

For  the  permanent  fixation  of  the  cells  and  to  prevent  their  solution  by  strong  dyes, 
one  of  two  methods  may  be  recommended,  with  preference  in  the  order  named: 

1.  Ehrlirh**  Metfatd. — The  specimens  are  heated  in  a  hot-air  bath  or  on  a  copper 
plate,  for  from  five  minutes  to  two  hours  at  a  temperature  of  110   C\  to  180°  C. 

2.  Xikifomff**  Method. — The  specimens  are  placed  for  half  an  hour  in  equal  parts 
of  alcohol  and  ether. 

Various  staining  agents  are  to  be  employed  according  to  the  object  in  view.  Prob- 
ably most  information  is  gained  from  specimens  stained  by  the  triacid  mixture  of  Ehr- 
lich.  which  is  thus  prepared': 

1  Grmrits.  "Mcthodik  der  kliuischen  Blut-Untcrsuehungen."  Berlin,  1899.  Ehrlich 
and  L<izar>i*,  "Die  Anapmie,''  Wien,  1898. 

v  Great  care  must  be  used  in  selecting  these  dyes.  Those  made  by  Grubler,  of  Leip- 
sic.  are  reliable.  It  is  far  better  to  purchase  the  solution  already* mixed  as  sold  by 
Grubler  under  the  name  of  *"  triacid  mixture  for  neutrophile  granules." 
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Saturated  aqueous  solutions  of 

Orange  G 13  to  14  c.c. 

Acid  fucbsin 6    u    7     u 

Methyl  green 12.5  " 

To  the  mixture  of  these  add 

Water 15  c.c. 

Absolute  alcohol 25    " 

Glycerin 10    " 

The  specimen  should  be  stained  in  this  fluid  for  three  to  five  minutes,  washed  in 
water,  dried,  and  mounted  in  dammar  dissolved  in  xylol. 

The  red  cells  are  then  found  stained  orange-yellow,  the  nuclei  dark-green  or  blue, 
the  neutrophil  and  eosinophile  granules  dark-red.  The  mast-ceil  granules  are  not 
stained. 

Rather  more  uniform  results,  especially  as  regards  the  red  cells,  may  be  obtained  by 
the  following  method,  which  also  demonstrates  the  malarial  Plasmodium  and  basophile 
granules,  but  not  the  neutrophil  granules:  Place  the  specimens  for  two  minutes  in  a 
saturated  alcoholic  solution  of  eosin,  wash  in  water,  and  counterstain  for  five  minutes 
in  a  one-per-cent  watery  solution  of  methylene  blue.  The  red  cells  and  eosinophile 
granules  then  appear  bright-red.  The  nuclei,  basophile  granules,  and  malarial  Plasmo- 
dia are  stained  blue. 

Recently  a  stain  has  been  devised  by  Jenner1  which  bids  fair  to  supplant  other 
methods  on  account  of  its  simplicity,  rapidity,  and  ease  of  application.  It  consists  of  a 
half-percent  solution  in  methyl  alcohol  of  a  compound  made  by  mixing  a  1.2  per  cent 
aqueous  eosin  and  a  one-percent  aqueous  methylene-blue  solution.  The  precipitate 
which  forms  is  filtered  off.  dried,  and  dissolved  in  the  methyl  alcohol.  The  blood  smears 
are  fixed  bv  this  solution  in  from  one  to  three  minutes.  The  red  cells  are  of  a  terra  cotta 
color,  the  nuclei  blue,  the  neutrophile  and  eosinophile  granules  red,  the  mast-cell  gran- 
ules purple;  bacteria,  malarial  organisms,  and  blood  plaques  blue. 

For  the  demonstration  of  fat  in  blood  from  a  ringer  prick,  cover-glass  preparations 
dried  in  the  air  should  be  stained  for  twenty-four  hours  in  one-per-cent  aqueous  solution 
of  osmic  acid.  To  avoid  numerous  sources  of  error,  a  control  preparation  should  be 
previously  placed  in  chloroform  for  twenty-four  hours  to  dissolve  the  fat,  and  the  two 
specimens  carried  together  through  the  osmic  acid.  In  the  one,  black  fat  droplets  will 
be;  seen,  which  should  be  entirely  absent  in  the  other. 


FOREIGN  BODIES  IN  THE  BLOOD. 

Various  bodies  which  do  not  belong  there,  aside  from  those  above 
mentioned,  may  find  access  to  the  vessels  and  mingle  with  the  blood. 
Pus  cells  may  get  into  the  blood  from  the  opening  of  an  abscess  into  a 
vessel  or  from  some  inflammatory  change  in  its  walls.  Desquamated 
endothelial  cells  from  the  vessel  walls,  either  in  a  condition  of  fatty  de- 
generation or  in  various  stages  of  proliferation,  may  be  mingled  with  the 
normal  blood  elements;  also  tumor  cells  of  various  kinds,  fragments  of 
disintegrated  thrombi,  portions  of  heart  valves,  etc.  Crystals  of  bili- 
rubin have  been  found  in  the  blood  in  icterus. 

Fat,  in  a  moderate  amount,  is  a  normal  ingredient  of  the  blood  during 
digestion  and  in  lactation.  Under  pathological  conditions  it  may  occur 
in  larger  and  smaller  droplets.  This  lipcemia  occurs  as  a  result  of  deficient 
oxidation,  in  diabetes,  in  drunkards,  and  in  some  cases  of  dyspnoea  from 
various  causes.     The  droplets  are  small  and  liable  to  escape  observation. 

1  L.  Jenner,  Lancet,  1899,  vol.  i.,  p.  370. 
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Iii  many  eases  of  injury,  particularly  in  crushing  fractures  of  the 
bone,  the  fat  of  the  marrow  finds  its  way  into  the  blood,  and  it  may  col- 
lect in  large  drops  in  the  vessels  of  the  lungs,  forming  the  so-called  fat 
emboli  (Fig.  13,  p.  75) ;  or  it  may  pass  the  lungs  and  form  emboli  in 
other  parts,  as  the  brain,  kidneys,  etc.  Fat  embolism  in  eclampsia  is  of 
occa&io  mil  occ  ur rence. 

The  fat  may  l>e  absorbed  from  the  vessels,  having  produced  little  or 
no  disturbance ;  or  in  some  cases  it  may  produce  serious  results  by  the 
stoppage  of  a  large  series  of  vessels  in  the  lungs,  brain,  or  other  parts  of 
the  body.1 

Tissues  and  organs  whose  blood- vessels  are  suspected  to  contain  fat  droplets  should 
be  fixed  with  osinic  arid,  which  stains  fat  black.  Sections  without  further  staining 
may  be  mounted  in  glycerin. 

Air,  as  a  result  of  an  opening  in  the  veins,  is  of  occasional  occurrence. 
If  the  amount  of  air  l>e  small,  it  appears  to  Iks  readily  absorbed,  and  does 
little  or  no  harm.  If,  on  the  other  hand,  a  large  quantity  is  admitted  to 
the  veins  at  once,  it  collects  in  the  right  side  of  the  heart,  from  which 
the  contractions  of  the  organ  are  unable  to  force  it  in  any  considerable 
quantity,  and,  the  supply  of  blood  being  thus  cut  off  from  the  lungs, 
death  very  quickly  ensues.  The  blocking  of  the  smaller  pulmonary  ves- 
sels and  of  the  vessels  of  the  heart  with  air  bubbles  may  also  hasten 
death.  It  is  especially  from  wounds  of  the  veins  of  the  neck  and  thorax 
that  the  accident  is  most  apt  to  occur.  But  it  may  be  due  to  the  intro- 
duction of  air  into  the  uterine  veins  in  intrauterine  injection,  or  in  the 
removal  of  tumors.*  One  should  remember  in  this  connection  that  in- 
fection with  bacillus  acrogenes  gives  rise*  to  gas  bubbles  in  the  blood-ves- 
sels, as  well  as  in  other  tissues  (see  page  243). 

Parasites  and  Other  Foreign  Bodies  in  the  Blood. — The  occurrence  of 
animal  and  vegetable  parasites  is  considered  more  in  detail  in  parts  of 
this  book  devoted  to  these  organisms.  It  will  suffice  to  mention  here 
that  the  more  important  of  the  animal  parasites  of  the  blood  are:  The 
Filaria  mnguinis  hominis,  the  Dixtoma  haematobium,  and  the  embryos  of 
trichina  and  echinococcus,  which  are  of  occasional  and  usually  temporary 
occurrence. 

The  various  forms  of  bacteria  which  mav  be  found  in  the  blood  will 
be  considered  in  parts  of  this  book  in  which  these  organisms  are  treated 
in  detail.3     Parenchyma-cell  emboli  are  considered  on  page  75. 

1  For  i'r*nmr  of  this  subject  with  bibliography,  consult  HV/r/i  in  article  on  Embolism 
in  Allbutt's  "System  of  Medicine,"  vol.  vi.,  p.  258. 

MIV/f/i.  //////.,  p.  254. 

1  For  methods  and  results  of  bacterial  studies  of  the  blood  with  bibliography,  con- 
sult Kith  nan.  Zeit.  f.  Hygiene,  Bd.  xxw,  p.  492,  1897. 
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General  Diseases  Involving  the  Blood  and  Blood-Forming 

Organs. ' 

There  is  a  group  of  diseases  in  which  the  essential  lesion  seems  to  be 
an  alteration  in  the  composition  of  the  blood,  although  in  some  members 
of  the  group  other  lesions  are  also  present.  This  group  embraces  Chlor- 
osis, Secondary  and  Pernicious  Anaemia,  Leukaemia,  and  Pseudo- 
leukaemia. 

CHLOROSIS. 

Chlorosis  is  a  disease  of  the  blood,  attended  with  a  diminution  in  the 
haemoglobin,  and  usually  in  the  number  of  the  red  blood  cells. 

Of  the  essential  element  in  the  incitement  of  this  disease  and  of  the 
exact  method  of  its  origin  we  are  ignorant.  The  condition  has  been  at- 
tributed to  congenital  hypoplasia  of  the  heart  and  blood-vessels,  to  pro- 
longed malnutrition,  to  intestinal  intoxication,  and  to  functional  dis- 
turbance of  an  unknown  nature  in  the  blood -producing  organs. 

In  the  mildest  grade  of  chlorosis  the  only  change  to  be  observed  is  a 
diminution  of  hiemoglobin.  In  severer  forms  may  be  added  a  diminution 
in  number  and  moderate  variations  in  size  and  shape  of  the  red  cells.  In 
very  severe  and  relapsing  cases  the  haemoglobin  may  be  excessively  de- 
creased ;  the  ied  cells  may  number  less  than  two  million  per  cubic  milli- 
metre, and  the  average  size  of  the  cells  be  less  than  normal.  The  leucocytes 
are  not  increased  in  number.  There  may  be  a  slight  relative  increase  of 
the  lymphocytes;  megalocytes,  microcytes,  and  poikilocytes  may  appear 
(see  Plate  II.,  Fig.  ii.). 

The  specific  gravity  of  the  blood  is  diminished;  the  alkalinity  of  the 
blood  and  serum  is,  as  a  rule,  diminished  slightly,  while  the  power  of 
coagulation  remains  normal.  Even  in  cases  of  considerable  severity  the 
degenerative  changes  in  the  viscera  characterizing  other  forms  of  anaemia 
have  been  found  wanting,  although  degenerative  changes  in  the  red  cells 
may  occur  in  accordance  with  the  severity  of  the  disease.  The  liver  does 
not  contain  an  excess  of  iron,  and  the  urine  is  free  from  pathological 
urinary  pigments. 

The  regeneration  of  the  blood  in  chlorosis  under  rest  and  treatment 
with  iron  may  usually  be  rather  promptly  effected  by  increased  activity 
of  the  red  marrow  which  is  probably  hyperplastic.  This  regenerative 
process  may  be  indicated  in  the  blood  by  the  periodical  appearance  of 
considerable  numbers  of  normoblasts.  The  appearance  of  these  nucleated 
red  cells  may  be  accompanied  by  a  moderate  increase  of  leucocytes,  both 
mononuclear  and  poly  nuclear.     Myelocytes  also  may  rarely  be  seen. 

1  For  a  full  discussion  of  the  subjects  treated  in  this  chapter  the  reader  is  referred 
to  Von  Xoorden,  "Bleiehsucht."  XothnagelVSpec.  Path.  u.  Therap.";  and  to  Ehrlich 
and  Lazarus,  "Die  Ana?mie,"  Nothnagef's  "Spec.  Path.  u.  Therap." 
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SECONDARY  ANJEMIA. 

While  chlorosis  may  be  considered  usually  a  disease  of  adolescence, 
and  while  its  occurrence  is  almost  wholly  confined  to  the  female  sex, 
there  is  another  type  of  blood  change  which  seems  best  classified  under 
the  heading  of  secondary  ameniia,  and  which  is  independent  of  sex  or 
age.  The  determining  agents  are  either  of  a  general  nature,  such  as  poor 
food  and  bad  air,  or  they  are  actual  diseases,  or  they  may  be  intestinal 
parasites,  or  finally  chronic  poisoning.  Among  those  diseases  which  are 
likely  to  induce  a  well-defined  amemia  we  may  mention  prolonged  sup- 
puration, diseases  of  the  stomach  and  intestines,  malaria,  syphilis,  and 
malignant  tumors.  The  intestinal  parasites  are  chiefly  the  Ankylostoma 
duodcnale  and  the  Bothriocephalus  hit  us.  The  poisons  are  lead  and, 
more  rarely,  arsenic.  The  alterations  which  are  apparent  on  examining 
the  blood  are  very  variable,  depending  upon  the  agent.  The  lnemoglobin 
is  regularly  diminished  to  a  greater  j>er  cent  than  the  red  cells;  it  may 
fall  as  low  as  15-20  per  cent ;  the  red  cells  rarely  fall  below  one  million. 
Nucleated  red  cells  of  the  normoblastic  type  are  frequent  in  the  severe 
cases;  megaloblasts  are  not  found  except  in  the  most  advanced  cases,  and 
then  in  small  numbers.  As  a  rule  the  average  diameter  of  the  red  cells 
is  slightly  below  normal,  with  a  moderate  poikilocytosis.  Granular  de- 
generation is  present  to  a  variable  extent  in  the  red  cells  except  in  malaria 
and  lead  poisoning,  when  it  is  the  rule.  In  the  amemias  produced  by 
the  intestinal  worms  the  blood  picture  may  be  that  of  pernicious  aiucmia, 
with  a  great  increase  in  the  size  of  the  cells  and  the  appearance  in  the 
blood  of  numerous  megaloblasts,  thus  forming  an  exception  to  the  general 
rule  that  the  blood  of  secondary  anaemia  is  normoblastic  in  tyi>e.  The 
leucocytes  are  increased,  as  a  rule,  in  cases  due  to  suppuration  and  to 
tumors;  in  other  forms  there  is  usually  but  little  change  in  the  number, 
though  it  is  impossible  to  formulate  a  general  rule. 

PERNICIOUS  ANJEMIA. 

Pernicious  amemia  is  a  disease  of  the  blood  and  blood-forming  organs, 
characterized  by  excessive  destruction  associated  with  defective  produc- 
tion of  red  cells. 

The  exact  relation  of  the  factors  concerned  in  the  causation  of  the 
disease  has  not  been  determined.  It  may  l>e  said,  however,  that  while 
very  rapid  cases  of  pernicious  amemia  have*  l>een  observed  unaccom- 
panied by  the  usual  lesions  in  the  bone  marrow  associated  with  defective 
luematogenesis,  the  disease  seems  not  to  exist  without  excessive  luemato- 
lysis. 

Pernicious  ameinia  may  probably  originate  sis  a  primary  disease  of 
the  blood  or  bone  marrow,  but  many  cases  apparently  primary  have 
l>een  shown  at  autopsy  to  l>e  secondary  to  such  conditions  as  cancer, 
nephritis,  tuberculosis,  atrophy  of  the  gastric  mucosa,  or  the  presence  of 
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parasites  in  the  blood  or  intestine.  The  studies  of  Hunter  indicate  that 
the  destruction  of  the  blood  may  in  some  cases  result  principally  in  the 
portal  circulation  and  particularly  in  the  spleen  from  the  action  of  toxic 
substances  absorbed  from  the  intestines.  Whatever  its  origin,  the  dis- 
tinguishing feature  of  pernicious  anaemia  is  the  fact  that  the  anaemia  is 
entirely  disproportionate  to  any  apparent  cause,  and  when  once  estab- 
lished tends  to  progress  to  a  fatal  issue. 

The  essential  lesion  is  an  extreme  and  progressive  diminution  in  num- 
ber and  very  great  variation  in  size  and  form  of  the  red  blood  cells  (see 
Plate  II.,  Figs.  iii.  and  iv.).  Nearly  constant  is  a  widely  distributed 
lesion  of  the  bone  marrow,  in  which  the  normal  nucleated  red  cells  are 
partly  replaced  by  an  excessive  number  of  larger  nucleated  corpuscles  or 
niegaloblasts,  with  atrophy  of  fat  cells.  The  destruction  of  haemoglobin  is 
followed  by  a  considerable  deposit  of  iron  in  the  liver,  spleen,  marrow, 
and  other  organs,  and  by  the  appearance  of  abnormal  pigment  in  the 
urine.  The  prolonged  anaemia  may  be  accompanied  by  fatty  degenera- 
tion in  the  viscera,  especially  of  the  liver,  kidneys,  and  heart  muscle. 
As  a  combined  result  of  fatty  changes  in  the  arterial  walls  and  of  the 
diminution  in  albuminous  ingredients  and  in  the  coagulability  of  the 
blood,  hemorrhages  in  various  parts  of  the  body,  especially  the  retina* 
are  of  frequent  occurrence.  Disseminated  areas  of  sclerosis  in  the  spinal 
cord  have  l)een  described  and  regarded  as  the  result  of  minute  haemor- 
rhages in  this  region. 

In  the  blood  the  red  cells  are  usually  reduced  to  less  than  two  million 
and  often  to  half  a  million  per  cubic  millimetre.  Of  the  remaining  cells 
a  considerable  percentage  may  be  abnormally  large  ( megal ocytes),  or 
very  small  (microcytes).  Cells  of  very  irregular  shape  are  often  present 
in  abundance  (poikilocytes)  (Plate  II.,  Fig.  iii.).  The  quantity  of 
haemoglobin  in  the  majority  of  the  cells  is  usually  increased,  but  may  be 
diminished  in  a  certain  proportion  of  cells,  which  then  resemble  those 
found  in  chlorosis.  The  " haemoglobin  index" — that  is,  the  relation  of 
the  total  percentage  of  haemoglobin  to  the  total  number  of  cells — maybe 
normal  when  a  deficiency  of  haemoglobin  in  one  cell  is  counterbalanced 
by  a  proportionate  excess  in  another. 

A  variety  of  degenerative  changes  in  the  red  cells  are  commonly 
present,  including  especially  those  alterations  in  the  staining  reactions  of 
the  protoplasm  known  as  polychromatophilia  and  granular  degeneration. 
In  the  first  the  cell  stains  a  more  or  less  uniform  blue  with  methylene 
blue;  in  the  second  the  cells  contain  granules  which  give  a  strong  baso- 
philic staining  reaction. 

Nucleated  red  cells  of  normal  size  (normoblasts)  are  of  frequent  oc- 
currence in  the  blood  of  well-established  pernicious  anaemia.  Abnormally 
large  nucleated  red  cells  (niegaloblasts)  are  a  nearly  constant  element 
and  are  of  great  diagnostic  importance,  as  they  indicate  the  presence  of 
a  grave  lesion  in  the  bone  marrow.  They  are  rather  more  abundant 
than  the  normoblasts  in  well -developed  cases. 

Megal  ocytes  and  megal  oblasts  usually  show  an  excess  of  haemoglobin. 


358  THE  BLOOD  AND  THE  BLOOD-FOKMING  ORGANS. 

may  exhibit  amoeboid  movement,  and  have  no  tendency  toward  the 
formation  of  rouleaux.  Extremely  large  nucleated  red  cells  (giganto- 
blasts)  are  frequently  found  in  advanced  cases,  and  in  these  cells  as  well 
as  in  the  inegaloblasts  the  nuclei  may  be  rarely  seen  in  various  stages  of 
normal  or  pathological  mitosis.  "Blood  crises,"  by  which  is  indicated 
the  appearance  of  large  numbers  of  normo-  or  inegaloblasts  in  the  circu- 
lation, may  occur  in  pernicious  aiuemia,  but  it  must  be  remembered  that 
the  blood  picture  in  any  severe  aiuemia  varies  much  from  day  to  day 
without  any  marked  alteration  in  the  general  condition  of  the  patient. 
In  the  absence  of  complications  producing  leucocytosis  in  pernicious 
anaemia,  the  leucocytes  are  usually  diminished  in  number.  There  is  a 
relative  increase  in  the  number  of  lymphocytes,  and  usually  a  few  myelo- 
cytes may  be  found. 

A  very  rare  variety  of  a  rapidly  fatal  form  of  aiuemia  has  been  de- 
scribed in  which  the  number  of  red  cells  is  diminished  without  the  blood 
showing  the  changes  characteristic  of  pernicious  aiuemia.  The  bone 
marrow  in  these  cases  has  been  found  to  be  fatty  instead  of  hyperplastic 
as  in  the  typical  marrow  of  pernicious  aiuemia.  It  has  been  suggested 
that  the  bone  marrow  for  some  unknown  reason  had  not  responded  to  the 
call  made  upon  it  by  the  rapid  haematolysis  taking  place  in  the  disease, 
and  therefore  did  not  undergo  the  megaloblastic  changes  so  character- 
istic of  the  bone  marrow  in  well-marked  cases  of  pernicious  anaemia. 

LETJEJEMIA   (LEUCOCYTHJEMIA). 

Leukemia  is  a  disease  in  which  the  characteristic  changes  are  an  alter- 
ation in  the  relative  proportions  of  the  different  leucocytes  of  the  blood, 
with  usually  an  increase  in  their  number,  and  the  appearance  of  certain 
forms  not  seen  in  the  circulation  under  normal  conditions.  The  red  cells 
are  diminished  in  numlier  and  abnormal  forms  appear  in  the  blood. 
Accompanying  these  alterations  in  the  circulating  blood  are  changes  in 
the  bone  marrow;  less  often  in  the  spleen  and  in  the  lymph-nodes.  Its 
inciting  factors  are  still  unknown.  Leukaemia  may  l>e  classed  in  three 
types,  which  are  fairly  well  defined  clinically  and  morphologically,  but 
between  these  there  exist  many  transitional  forms,  especially  from  the 
point  of  view  of  the  morphology  of  the  blood.  These  three  types  are  the 
acute  and  the  chronic  lymphatic  leukaemia  and  chronic  myelogenous 
leukiemia  (spleno- myelogenous).1 

Acute  Lymphatic  Leukaemia  is  a  disease  resembling  clinically  an  acute 
infection,  with  a  rapidly  increasing  aiuemia,  enlargement  of  the  lymph  - 

1  Several  acute  cases  have  been  reported,  in  which,  toward  the  end  of  the  disease, 
the  lymphatic  forms  prevalent  iu  the  blood  were  replaced  by  cells  containing  neutro- 
phil granules,  and  a  claim  has  been  made  for  a  clinical  type  of  acute  myelogenous 
lvukft'iiiia.  but  in  view  of  the  fact  that  the  morphology  of  the  blood  varies  greatlv  a 
few  days  before  death,  and.  especially  as  it  is  a  matter  of  experience  that  the  lympho- 
cytes in  acute  lymphatic  leukemia  are  often  very  greatly  diminished  toward  the  termi- 
nation of  the  disease,  it  would  seem  improper  to  class  these  cases  as  acute  myelogenous 
leuk;cmia.  The  fact  that  the  bone  marrow  has  not  been  found  hyperplastic  in  some  of 
these  cases  also  speaks  against  myelogenous  Icuktvmia. 
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nodes,  and  a  moderate  increase  in  the  size  of  the  spleen  and  liver.  The 
blood  changes  are  very  characteristic.  The  red  cells  diminish  rapidly 
in  numbers,  normoblasts  are  present,  and  the  leucocytes  are  usually  be- 
low 100,000.  The  forms  present  are  chiefly  lymphocytes,  either  large  or 
small,  the  large  as  a  rule  predominating.  The  bone  marrow  is  altered  to 
a  tissue  showing  large  numbers  of  lymphocytes,  the  so-called  lymphoid 
hyperplasia,  which  often  extends  to  the  lymphoid  tissue  in  the  viscera. 

Chronic  Lymphatic  Leukaemia. — The  blood  shows  a  severe  amemia  with 
great  increase  in  the  lymphocytes.  The  small  forms  are  most  abundant. 
The  lymph-nodes  and  spleen  are  usually  enlarged;  the  bone  marrow  is 
in  a  condition  of  lymphoid  hyperplasia,  and  there  are  lymphoid  infiltra- 
tions in  the  various  organs. 

Chronic  Myelogenous  Leukaemia. — The  blood  shows  a  severe  anaemia, 
rarely  of  a  pernicious  type,  with  marked  quantitative  and  qualitative 
changes  in  the  leucocytes.  The  increase  in  number  of  white  cells  may 
be  to  more  than  one  million  per  cubic  millimetre.  Myelocytes,  both 
neutrophilic  and  eosinophilic,  are  quite  constantly  present  in  considerable 
numbers.  They  may  form  a  large  proportion  of  the  leucocytes  present. 
Mast  cells  are  very  abundant  in  cases  of  long  duration.  Mitoses  may  be 
occasionally  seen  in  the  myelocytes  in  rapidly  advancing  cases. 

The  pathological  forms  of  leucocytes  in  myelogenous  and  lymphatic 
leukaemias  have  little  or  no  amoeboid  motion.  This  explains  the  inter- 
esting fact  that  the  pus  from  an  abscess  in  a  leukaemic  subject  contains 
only  the  poly  nuclear  neutrophile  cells  found  in  such  exudates  in  persons 
with  a  normal  blood  condition.  In  acute  infections  also,  the  number  of 
myelocytes  present  in  the  circulation  may  be  greatly  reduced  and  the 
blood  may  even  lose  the  cell  forms  characteristic  of  leukaemia,  the  myelo- 
cytes being  replaced  by  the  ordinary  polynuclear  leucocytes  of  normal 
type. 

The  same  condition  may  be  seen  in  mild  cases,  which  may  under  treat- 
ment reach  a  point  in  which  it  is  difficult  to  make  a  diagnosis  from  the 
blood  alone. 

In  this  connection,  it  must  be  remembered  that  the  blood  picture  in 
pernicious  anaemia  and  the  leukiemias  is  a  very  variable  one.  As  a  rule, 
more  than  one  examination  is  necessary  for  a  certain  diagnosis,  and  it 
must  not  he  forgotten  that  occasionally  a  case,  apparently  of  pernicious 
amemia,  may  go  on  to  a  typical  lymphatic  or  myelogenous  leukaemia. 

In  myelogenous  leukaemia  there  is  hyperplasia  of  the  bone  marrow, 
which  usually  fills  the  shafts  of  the  long  bones  with  a  firm,  pink  mass 
composed  largely  of  Myelocytes.  This  hyperplasia  may  involve  the 
whole  bone  marrow  of  all  the  long  bones,  or  it  may  be  confined  to  irregu- 
lar, scattered  areas,  so  that  one  should  l>e  critical  in  accepting  reports  of 
cases  of  leukaemia  without  bone-marrow  changes.  The  other  organs  show 
hyperplasia  of  lymphoid  tissue,  often  especially  well  marked  in  the 
gastrointestinal  tract,  while  scattered  through  the  spleen  are  often  seen 
numerous  small  areas  containing  myelocytes. 
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There  is  some  reason  to  think  that  in  the  spleen,  for  instance,  some 
multiplication  of  the  cells  goes  on  in  the  so-called  "marrow  cell  or 
myeloid  metastases. "  In  the  blood,  spleen,  and  marrow,  after  death, 
elongated  octahedral  crystals  called  Charcot-Leyden  crystals  are  occa- 
sionally found.  Iliemorrhages  into  the  serous  and  mucous  membranes 
and  the  retina  are  quite  frequent,  especially  the  latter,  and  fatty  degen- 
eration of  the  viscera  is  a  quite  constant  expression  of  the  impoverished 
condition  of  the  blood.  For  more  detail  concerning  the  lesions  of  the 
organs,  see  chapters  on  spleen,  lymph-nodes,  bones,  etc. 


PSEUD0-LETJX2BMIA.    ("  Hodgkin's  Disease,"  "Adenie.") 

Under  this  term  it  has  been  customary  to  describe  a  rather  hetero- 
geneous group  of  cases  characterized  by  progressive  anaemia,  by  hyper- 
plasia of  the  lymph -nodes  and  nodules,  with  an  occasional  but  by  no 
means  constant  involvement  of  the  spleen,  liver,  and  bone  marrow,  and 
by  new  growths  of  lymphatic  tissues  in  many  parts  of  the  body.  While 
amemia  of  moderate  or  severe  grade  is  very  constantly  present  in 
this  disease,  the  increase  of  leucocytes  characteristic  of  leuksemia  is 
wanting. 

Of  the  exact  nature  of  the  disease  (if  it  l>e  a  single  disease)  very  little 
is  definitely  known.  The  enlargement  of  the  lymph-nodes  is  in  typical 
cases  due  to  simple  hyperplasia.  The  blood  changes  may  present  the 
type  of  pernicious  amemia,  and  in  well -authenticated  cases  the  condition 
has  developed  into  true  leukaemia.  Hecent  evidence  favors  the  l>elief  that 
some  cases  classed  under  this  heading  may  be  of  an  infectious  character, ' 
one  of  the  most  frequently  observed  agents  l>eing  the  tubercle  bacillus. 
Cases  of  primary  sarcoma  of  the  lymph-nodes  have  Ihhmi  described  as 
cases  of  pseudo-leukaemia. 

The  condition  found  at  autopsy  varies  greatly  according  to  the  distri- 
bution and  character  of  the  new  growths  of  lymphatic  tissue.  The  lym- 
phatic nodules  involved  may  l>e  principally  limited  to  the  subcutaneous 
connective  tissue  (dermal  type).  Or  the  lymph -nodes  of  the  pharynx 
and  neck  may  l>e  chiefly  involved  (tonsillar  type).  Or  the  axillary  or 
inguinal  or  mediastinal  or  retroperitoneal  groups  may  l>e  involved.  A 
somewhat  charateristic  condition  is  produced  by  hyperplasia,  often  fol- 
lowed by  ulceration,  of  the  lymph-nodules  of  the  gastro-intestinal  tract 
(intestinal  type).  The  hyperplastic  lymph -nodes  may  be  isolated,  or 
they  may  l>e  joined  to  form  large  lobulated  masses.  The  enlarged  lymph  - 
nodulcs  may  in  the  intestine  project  far  into  the  lumen  in  spheroidal  or 
polypoid  form,  and  are  sometimes  dark  in  color  as  the  result  of  the  de- 
composition of  haemoglobin  of  extravasated  blood  in  the  congested 
mucous  membrane  covering  the  nodules.     Hyperplasia  of  the  thymus  has 

1  Fttjrurr,   u  Multiple  Lvinplio  sarcomata,"  Johns  Hopkins  Hospital  Reports,  vol. 

111.,     p.      l.tf. 

Dutro-h.  Brims'  Ik-it.  z.  klin.  Chir.  xvi.,  1896.  p.  377. 
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i>een  described  in  association  with  the  lesions  of  the  lymph-nodes.1  A 
distinct  sub-variety  is  that  which  terminates  in  leukaemia.  In  general 
any  of  the  lymph -nodes  or  collections  of  lymphoid  tissue  may  be  in- 
volved, and  nearly  every  region  has  been  a  site  of  origin  for  the  new 
growths  of  lymphoid  tissue,  so  that  a  great  variety  of  combinations  may 
be  seen. 

The  leucocytes  in  the  blood  may  be  slightly  increased  or  diminished, 
and  in  either  case  the  mononuclear  forms  are  usually  in  excess.  Myelo- 
cytes have  been  observed  in  moderate  percentage,  but  never  in  such  pro- 
portions as  in  leukaemia. ' 

ANiEMIA  INFANTUM  PSEUDO-LEUKJEMICA  (von  Jaksch). 

This  is  a  somewhat  peculiar  form  of  anaemia  occurring  in  children, 
and  characterized  by  progressive  anaemia,  by  a  considerable  increase  of 
leucocytes,  by  enlargement  of  the  spleen  and  liver,  and  often  by  hyper- 
plasia of  the  lymph -nodes. 

By  some  authorities  it  is  regarded  as  an  early  stage  of  leukaemia,  by 
others  as  a  form  of  secondary  anaemia  following  rachitis,  tuberculosis,  or 
syphilis. 

Tlie  histological  changes  in  the  blood-forming  organs  are,  so  far  as  is 
known,  very  similar  to,  but  less  pronounced  than,  those  of  leukaemia. 

1  BHgidio  and  Pictvli,  Zicgler's  Beitr.  z.  path.  Anat.,  Bd.  xvi.,  p.  388. 
F.  Gojtpert,  Virch.  Arch.,  Bd.  cxliv.,  1896.     Supplementheft,  p.  1. 
"Consult  Monte  and  Berggrun,  "Die  chronische  Anaemic  d.  Kindesalters,"  Lcipsic, 
1892. 


CHAPTER  II. 

THE  LYMPH-NODES. 

General  Characteristics  of  the  Lymph-Nodes. 

It  is  well,  in  studying  the  lesions  of  the  lymph-nodes,  to  remember  that  they  are 
structures  so  placed  in  the  course  of  the  lymph-vessels  that  the  lymph,  in  flowing 
toward  the  larger  central  trunks,  passes  through  them,  undergoing  a  sort  of  filtration 
as  it  percolates  through  the  trabecular  of  the  lymph  sinuses.  If  this  fact  be  borne  in 
mind  the  lesions  of  the  lymph-nodes,  which  are  in  the  majority  of  cases  secondary,  are 
much  more  readily  understood.  Particles  of  pigment,  cells  from  malignant  tumors, 
fragments  of  dead  or  disintegrating  cells  either  free  or  within  phagocytes,  red  blood 
cells,  bacteria,  etc..  which  in  any  way  get  into  the  lymph -vessels,  are  carried  along 
until  a  lymph  -node  is  reached,  and  here  they  are,  in  part  at  least,  deposited  among  the 
trabecular  of  the  sinuses,  or  are  taken  up  by  phagocytic  cells,  while  the  lymph  passes  on 
and  out  of  the  efferent  vessels.  Soluble  toxic  su totances  also  are  carried  into  the  lymph 
nodes,  often  inciting  marked  and  significant  alterations.1 

What  is  called  lymphatic  tissue  embraces  not  only  the  so-called  lymph-glands  and 
the  less  complex  but  still  well-defined  structures  found  in  the  stomach,  intestines,  ton- 
sils, and  elsewhere,  and  called  lymph  follicles,  but  also  the  less  well-defined,  irregular 
masses  of  tissue  resembling  that  of  lymph  follicles,  which,  as  Anudd  has  shown  (Vir- 
chow'8  Archie,  Bd.  lxxx.,  p.  315;  Bd.  lxxxii.,  p.  394;  Bd.  Ixxxiii.,  p.  289;  Bd.  Ixxxvii., 
p.  1 14),  is  widely  disseminated  in  variable  amounts  in  different  parts  of  the  body ;  in 
the  lungs,  beneath  the  pleura,  in  the  interlobular  septa,  and  elsewhere;  in  the  liver, 
kidneys,  etc.  Although  the  exact  nature  of  these  more  diffuse  masses  of  lymphatic 
tissue  is  too  little  understood,  as  indeed  is  that  of  the  lymph  follicles  and  glands  them- 
selves, there  is  reason  to  believe  that  they  are  analogous  structures  and  prone  to  be 
affected  by  similar  deleterious  agencies.  It  seems  better,  in  view  of  the  fact  that  the 
so-called  lymph-glands  are  not  glands  at  all,  in  the  ordinary  sense  of  the  word,  to  call 
them  lymph-node*,  and  the  smaller  masses  of  lymphatic  tissue  scattered  through  various 
parts  of  the  body  lymph-nodule*  instead  of  u  lymph  follicles." 


Atrophy  is  a  very  regular  occurrence  in  old  age.  In  this  condition 
the  nodes  are  small,  hard,  and,  unless  pigmented,  light  in  color.  Micro- 
scopical examination  shows  a  marked  diminution  in  the  number  of  par- 
enchyma cells,  while  the  reticulum  and  the  capsule  and  tral>ecuhe  may  be 
thickened.  Then*  may  be  an  accumulation  of  fat  around  the  node  in 
senile  atrophy. 

It  should  be  rememl)ered,  in  this  connection,  that  the  lymph -nodes, 
as  well  as  the  lymphatic  tissue  in  general,  in  children  are  more  volumi- 
nous than  in  adults. 

1  For  a  studv  of  bacteria  in  normal  lymph-nodes  see  Kalhl?,  Munch,  med.  Wochen- 
schr.,  1*99,  p.  622. 


DEGENERATION. 

Amyloid  Degeneration  of  the  blood-vessels  and  reticulum  of  the  lymph 
nodes  occurs  under  the  conditions  which  favor  this  change  in  general. 
It  may  oecur  in  connection  with  amyloid  degeneration  Of  other  parts  of 
the  body,  or  by  itself.  It  may  occur  in  nodes  otherwise  normal,  or  in 
those  which  are  the  seat  of  other  lesions — thus  in  simple  chronic  or  t  ulx^r-- 
cnlous  iiillanitiiatioti.  It  is  frequently  found  in  the  mesenteric  lymph- 
nodes,  in  connection  with  waxy  defeneration  of  the  intestinal  mucous 
membrane. 

Hyalin  Degeneration  of  the  external  layers  of  the  smaller  arteries  and 
the  capillaries  and  reticulum  of  the  lymph- nodes  occurs  occasionally  in 
old  ant'  or  in  connection  with  wasting  diseases. 


PIGMENTATION. 

The  pigment  which  is  very  frequently  found   in  lymph-nodes  may  be 
derived  lima  the  liu-inoglolmi  of  the  Mood,  either  in  the  nodes  Iheinselves 


smote  parts,  or  it  may  be  formed  of 


uterials  introduced 
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into  the  body  from  without,  such  as  the  pigments  nsed  in  tattooing,  re- 
spired dust  particles  of  various  kinds — coal,  stone,  iron.  etc.  (Fig.  193  \. 
The  pigment  particles,  which  usually  first  lodge  in  the  lymph  sinuses, 
may  collect  hare  in  large  quantities,  either  in  the  reticulum  or  the  cells 
lying  in  its  incshes;  they  may  penetrate  the  follicles  and  cords  and  find 
permanent  lodgment  there.  They  usually  induce  a  greater  or  less  degree 
of  chronic  inflammation,  so  that  in  extreme  eases,  such  as  an-  frequently 
seen  in  the  bronchial  lymph-nodes,  nothing  is  finally  left  of  Hie  node  but 
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a  more  or  less  deeply  pigmented  mass  of  dense  connective  tissue.  The 
function  of  the  node  may  be,  of  course,  in  this  way  partially  or  entirely 
destroyed.  The  pigment  in  these  cases  appears  to  reach  the  node,  in 
part  by  being  carried  along  free  in  the  lymph  current,  in  part  through 
transportation  by  leucocytes  in  which  the  particles  have  become  enclosed. 
Pigmentation  of  the  nodes  is  most  marked  in  those  about  the  root  of  the 
lungs,  which  are  frequently  of  a  mottled  gray  or  a  black  color,  but  it 
may  occur  in  the  mesenteric  and  other  nodes.  Under  similar  conditions 
the  diffuse  lymphatic  structure  in  the  lungs  and  liver  may  be  pigmented. 


INFLAMMATION. 

Acute  Inflammation  of  the  lymph-nodes  is  commonly  due  to  the  pres- 
ence of  pathogenic  micro-organisms  or  of  toxic  substauces,  usually  bac- 
terial  in  origin,  which  may  be  formed  in  the  node  or  brought  to  it  in  the 
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lymph  current  from  the  tributary  region  of  the  body.  T'nder  these  con- 
ditions the  nodes  are  usually  swollen,  reddened,  and  softer  than  normal, 
and  are  often  the  seat  of  small  hemorrhages.  One  or  all  of  the  nodes  of 
a  el uster  may  lie  affected. 

Two  forms  of  the  acute  inflammatory  process  may  conveniently  be 
recognized,  an  hyperplastic  and  an  extdative. 

In  the  hyperplastic  form  a  microscopical  examination  shows  the 
lesion  to  lie  largely  due,  in  addition  to  the  hypcru-mia  and  hemorrhage, 
to  a  proliferation  of  the  cells  of  the  node;  the  spheroidal  mononuclear 
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cells  of  the  nodules  ("follicles")  and  cords,  and  especially  the  endothelial 
cells  of  the  lymph  spaces  (Fig.  193),  which  may  increase  iu  number  and 
exfoliate  to  such  an  extent  as  to  nil  and  largely  distend  the  lymph 
sinuses.  Theseendothelial  cells  often  contain  red  blood  cells,  leucocytes, 
and  fragments  of  other  cells  (Fig.  194).  In  typhoid  fever,  as  well  as  in 
many  other  infections  diseases,  necrosis  of  the  hyperplastic  tissue  is  com- 
mon (see  p.  Ii0«). 

After  simple  hyperplasia  of  the  lymph-nodes,  resolution  readily  oc- 
curs. But  if  necrosis  have  taken  place,  such  areas  may  be  replaced  by 
fibrous  tissue. 

This  form  of  lesion  of  the  lymph- nodes  is  common.     It  may  occur  in 
the  cervical  nodes  with  many  forms  of  angina;  in  the  inguinal  nodes  in 
connection   with   acute    infec- 
tious processes  in  the  external 
genital   organs;    in  the   axilla 
with  infectious  processes  in  the 
hand,  arm,   or  breast ;   in   the 
mesenteric  nodes  with  infection 
or  intoxication  of  intestinal  or 
other  origin.     Similar   lesions 
occur   in    the    solitary  lymph 
nodules  and  Peyer's  patches  of        ^      -  ■  , 
the  intestine  (Fig.  195).  ■'.  *   ' 

In  EXUDATIVE  or  Hiippura-  *"»-  lW.-EsrorHKi.ni.  Cells  is  Hypem-mma  or 
thr  forms  of   inflammation  of 

...  ,  .  .  ,  ....  The  exfollawd  rrllii  nmtain  red  blond  rt'lltu  tat  droplets, 

the   lymph -nodes,   in  addition  anJ  maagra  „f  Muod  pLBmeill. 

to    the     simple     hyperplastic 

changes  just  described,  there  are  emigration  and  collection  of  leucocytes, 
with  the  formation  of  more  or  less  fibrin  in  the  lymph  sinuses  as  well 
as  in  the  interstices  of  the  nodules.  The  capsule  of  the  nodes  may  be 
infiltrated  with  exudate.  With  these  changes  there  may  be  necrosis  and 
softening  of  the  tissue  of  the  nodes  and  the  development  of  abscesses. 
Small  abscesses  may  coalesce,  and  thus  a  considerable  part  of  the  node 
is  converted  into  a  suppurating  necrotic  niiiss — bubo.  Such  a  bubo  may 
open  externally  or  iuto  the  surrounding  tissue  and  heal  by  granulation 
tissue  ami  cicatricial  tissue;  its  contents  maybe  absorbed  or  become 
dry  and  dense  and  calcified,  and  surrounded  by  fibrous  tissue.  Suppu- 
rative inflammation  of  the  lymph-nodes  often  occurs  in  connection  with 
suppurative  processes  elsewhere,  in  pya'inia,  venereal  infection,  etc. 

The  lymph -nodes  of  children  are,  as  a  rule,  more  readily  involved  in 
infectious  processes  of  other  parts  than  are  those  of  adults. 

Chronic  Inflammation. — This  is  characterized  by  the  increase  of  the 
connective-tissue  elements  of  the  node,  with  a  gradual  and  commensurate 
disappearance  of  the  lymphoid  cells.  The  reticulum  of  the  follicles  and 
sinuses  becomes  thickened  and  fibrous,  and  in  the  trabeculum  and  capsule 
new  connective  tissue  is  formed,  until,  in  advanced  cases,  the  entire  node 
may  be  more  or  less  extensively  converted  into  a  mass  of  fibrous  tissue. 
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This  condition  is  very  frequently  seen  in  the  lower  tracheal  and  in  the 
bronchial  nodes,  apparently  as  a  result  of  the  lodgment  iu  them  of  re- 
spired pigment  iKulicles;  but  it  may  occur  in  any  nodes,  either  as  a  result 
of  repeated  moderate  degrees  of  inflammation  or  from  causes  whirl)  we 
do  not  know.  Iu  some  cases  the  nodes  are  greatly  eularged  and  the 
new  tissue  contains  many  large  cells,  while  iu  other  cases  the  connective 
tissue  is  dense  and  contains  but  few  cells  (Fig.  l!»i)-' 

Tuberculous  Inflammation  may  be  local,  confined  to  the  nodes,  or  it 
may  occur  iu  connection  with  general  acute  miliary  tuberculosis,  or  with 

-*•  y*    »      4*2  mm  % 


tuberculous  inflammation  of  single  organs.  It  may  occur  in  single  nodes, 
or  in  several  nodes  of  the  same  group,  or  iu  groups  situated  in  different 
parts  of  the  body.  In  its  simple  and  acute  form  there-  may  be  no  evi- 
dent change  to  the  naked  eye  in  the  appearance  of  the  nodes,  or  they  may 
he  Is-sprinklcd  with  small,  grayish -white,  translucent  spots.  Under  these 
conditions  the  nodes  may  be  reddened  and  soft,  or  swollen  and  denser 
than  normal.  In  more  advanced  forms  of  the  lesion  the  tubercles  coalesce 
and  undergo  a  greater  or  less  degree  of  cheesy  degeneration.  Under 
these  conditions  the  cheesy  areas  arc  evident  to  the  naked  eye  as  more  or 
less  sharply  circiunsc rilied,  opaque,  whitish  or  yellowish  areas,  frequently 
surrounded  by  an  irregular,  more  translucent,  grayish  zone  of  tubercle 
tissue  which  merges  insensibly  into  the  adja<i'iit  tissue.  The  entire  node 
may  liecoine  involved,  and  more  or  less  completely  converted  into  a 
cheesy  mass,  in  the  periphery  of  which  a  zone  of  tubercle  tissue  may  or 
may  not  Ik'  evident. 

Microscopically  the  small  nodules  or  miliary  tubercles  art*  seen  to 
consist  of  more  or  less  circuinscrilted  collections  of  small  spheroidal,  or 
more  frequently  larger  polyhedral  cells,  with  or  without  well-denned 
giant  cells.  They  usually  commence  to  form  in  the  follicles  and  lymph 
cords  of  the  nodes,  and  from  these  may  spread  and  involve  the  entire 
surrounding  tissue.  The  cheesy  degeneration,  which  here  as  elsewhere  is 
apt  first  to  involve  the  central  portions  of  the  tuliereles,  preseutstbe 

'  C.msult  IlilJ-  rt.  -  IVIkt  Hi-generation  innl  Kntzluiuung  ih-r  LviirnhdrOMHi,"  Zk-g- 
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usual  appearances.  Tubercle  lj:it-illi  may  be  found  In  the  edges  of  the 
cheesy  arras  ox  in  the  tubercle  tissue  about  tliem. 

Simple  inflammatory  changes  regularly  occur  In  the  periphery  of  the 
tubercles.  There  is  an  increase  of  cells  in  the  lymph  sinuses  and  follicles. 
anil  u,  more  or  less  marked  swelling,  ami  apparently  a  proliferation  of  the 
cells  of  the  reticular  I  issue  of  the  node.  In  cases  in  which  the  process  is 
chronic  there  is  often  marked  increase  of  the  connective  tissue  of  Hie 
nodes,  the  reticular  tissue  becomes  dense  and  fibrous,  and  the  trabeenhe 
and  capsule  are  thickened.  The  tnliereles  themselves,  instead  of  under- 
going cheesy  degeneration,  may  become  fibrous  or  be  converted  into  a 
hyalin  material. 

The  cheesy  material  may  dry  and  shrink,  and  become  enclosed  by  a 
capsule  of  dense  connective  1  issue  and  become  calcified  ;  or  it  may  soften, 
ami  thus  cavities  lie  formed  in  the  nodes,  tilled  with  grumous  material; 
or  inflammatory  changes  may  be  induced  in  the  vicinity  of  the  nodes, 
leading  to  abscesses.     On  the  other  hand,  hyperplastic  inllauimathtn  iu 


the  periphery  Of  the  affected  mules  may  result   in  their  becoming  bound 
together  into  a  dense  nodular  mass. 

Sctjiirer.A. — Tuberculous  intlatnmation  of  1  he  lymph- nodes,  especially 
in  those  of  the  cervical,'  bronchial  (  Plates  iii.  anil  xi.  ),  and  mesenteric 
groups,  often  occurs  it)  children,  particularly  in  lltose  who  are  ill-nonr- 
isheil.  Xorthrup  and  Bovaird  found  iu  an  analysis  of  200  cases  of  tu- 
berculosis in  children  that  the  lungs  and  bronchial  lymph-nodes  were 

rvicul  tuberculous  lymph  -unties  see  Ihinl,  Annals  of  Sur- 
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involved  in  148. '  Such  persons,  in  addition  to  the  lesion  of  the  lymph- 
nodes,  are  very  liable  to  suffer  from  chronic  tuberculous  and  other  in- 
flammations of  the  mucous  membranes,  skin,  periosteum,  joints,  and  the 
subcutaneous  and  other  connective  tissues.  This  general  condition  is 
known  as  scrofula,  and  the  lesion  of  the  nodes  is  sometimes  called  scrofu- 
lous infla  m  mat  ion. 

While  in  many  cases  the  portal  of  entry  of  the  tubercle  bacilli  is  not 
evident,  and  the  lesions  often  present  the  appearance  of  hyperplasia  of 
the  lymphoid  tissue  with  cheesy  degeneration  and  the  formation  of  more 
or  less  dense  fibrous  tissue  rather  than  the  typical  characters  of  tul>ercu- 
lous  tissue,  nevertheless,  miliary  and  other  forms  of  tulierculous  inflam- 
mation are  often  present  in  so-called  scrofula,  and  tubercle  bacilli,  while 
sometimes  absent,  are  often  present  and  virulent." 

The  necrotic  portions  of  such  cheesy  lymph-nodes  in  scrofula  may 
soften  and  break  down,  and  by  the  establishment  of  purulent  and  necrotic 
inflammation  about  them  abscesses  may  form  which  may  open  externally. 
These  abscesses  may  heal ;  but  usually  the  healing  is  difficult  and  slow, 
and  long-continued  suppurations,  frequently  with  the  development  of 
fistula',  are  very  common.  Instead  of  softening,  the  cheesy  material  in 
the  nodes  may  become  dry  and  hard  and  undergo  calcification. 

Generalized  Tuberculous  Lymphadenitis. — Several  cases  have 
been  recorded  of  extensive  tuberculous  hyperplasia  of  the  lymph-nodes 
in  various  parts  of  the  body,  the  lesion  resembling  in  its  gross  characters 
that  of  pseudoleukemia.  While  in  some  of  these  cases  the  morphology 
of  the  lesions  is  characteristic  of  tuberculosis,  in  others  the  new  tissue  is 
diffuse  and  consists  largely  of  new-formed  small  spheroidal  and  poly- 
hedral cells  with  large  multinuclear  cells  and  of  fibrous  tissue.  The  new- 
formed  cells  may  undergo  necrosis.  Thus  the  tuberculous  nature  of  the 
lesion  is  not  always  plain  even  on  microscopic  examination.  Animal 
inoculations  are  often  necessary  for  the  establishment  of  the  nature  of 
such  cases.3 

Syphilitic  Inflammation. — The  lesions  of  the  lymph-nodes  which  occur 
in  connection  with  syphilis  vary  greatly,  depending  upon  the  stage  of  the 
disease.  In  the  primary  stage  the  nodes  in  the  region  of  the  seat  of  in- 
fection are  apt  to  present  the  lesions  of  an  ordinary  acute  inflammation, 
frequently  with  suppuration. 

In  the  secondary  stage  of  the  disease  the  nodes  of  other  regions,  neck, 
elbow,  axilla,  etc.,  are  often  swollen  and  hard.  On  microscopic  exam- 
ination there  may  l>e  an  increase  of  connective*  tissue  in  the  capsule  and 
traliecuhe,  but  the  chief  change  is  in  the  accumulation  in  the  follicles  and 
lymph  sinuses  of  larger  and  smaller  spheroidal   and  polyhedral  cells. 

1  For  a  consideration  of  the  significance  of  tuberculous  bronchial  lymph-nodes  in 
children,  consult  Xortfimp,  New  York  Medical  Journal.  February  21,  1891;  also 
Btiniirff.  ibid..  July  1,  1H99.     See  further,  reference  to  Marfan,  p.  448. 

•For  n  full  bibliography  of  scrofula  see  Cornet,  in  Nothnairel's  "Specielle  Pathologie 
u.  Therapie,"  Bd.  xiv..  Th.  iv.  For  a  study  of  variations  in  virulence  in  tubercle  ba- 
cilli in  scrofulous  and  other  tuberculous  lesions  see  hutujau.  Jour.  Exp.  Med.,  vol.  vi. 

"*For  a  study  of  this  form  of  tuberculosis,  consult  (Vomit  r.  New  York  MedicaJ 
Journal.  September  loth  and  22d.  1900.  bibl. 
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The  reticular  tissue  may  be  thickened  and  the  walls  of  the  blood-vessels 
infiltrated  with  cells.  In  this  condition  the  nodes  may  remain  for  a  long 
time,  not  tending  to  form  abscess;  or  they  may  undergo  resolution 
through  degeneration  and  absorption  of  the  cells. 

In  the  tertiary  stage  of  the  disease  the  nodes  may  be  the  seat  of  chronic 
inflammation  characterized  by  the  formation  of  gummata.  Under  these 
conditions  they  may  form  large,  firm  nodular  masses  from  the  growing 
together  by  new  connective  tissue  of  several  altered  nodes.  The  gross  and 
microscopical  characters  of  gummata  of  the  lymph-nodes  are,  in  the  main, 
similar  to  those  in  other  parts  of  the  body. 

HYPERPLASIA  OF  THE  LYMPH-NODES.    (Lymphoma.) 

In  addition  to  the  considerable  enlargements  of  the  lymph -nodes  in  in- 
flammation which  have  been  described  above,  they  become  enlarged  under 
a  variety  of  conditions  which  we  do  not  understand.  This  lack  of  knowl- 
edge of  the  etiology,  together  with  our  ignorance  of  certain  functions  of 
the  lymph-nodes,  and  the  morphological  similarity,  or  even  identity, 
which  these  enlarged  nodes  present  under  various  conditions,  render  it 
very  difficult  to  decide  upon  the  exact  nature  of  the  change,  and  in  many 
cases  to  distinguish  one  form  of  enlargement  from  another. 

In  the  first  place,  there  is  a  class  of  cases  in  which,  sometimes  slowly, 
sometimes  with  great  rapidity,  the  lymph-nodes  of  certain  regions,  espe- 
cially the  abdominal,  axillary,  cervical,  and  inguinal,  enlarge,  not  in- 
frequently to  an  enormous  extent.  They  may  be  either  hard  or  soft,  even 
almost  fluctuating;  the  individual  nodes  may  l>e  distinct  or  merged  into 
one  another.  Sometimes  the  nodes  in  nearly  all  parts  of  the  body  are 
affected.  Microscopic  examination  shows,  in  the  soft  varieties,  a  large  in- 
crease of  small  spheroidal  and  polyhedral  cells  and  a  growth  of  the  retic- 
ular tissue.  It  is  a  new  formation  of  lymphatic  tissue,  but  the  normal 
relations  of  follicles,  cords,  and  lymph  sinuses  ai-e  not  preserved.  In  the 
harder  varieties  there  is  a  thickening  of  the  reticular  tissue  in  addition  to 
an  increase  of  cells.  In  rare  cases  portions  of  the  nodes  become  necrotic. 
Sometimes  larger  and  smaller  haemorrhages  occur  in  the  nodes,  especially 
in  the  softer  forms.  In  addition  to  these  changes  in  the  lymph- nodes 
there  is,  in  a  considerable  proportion  of  cases,  a  new  formation  of  lymph- 
atic tissue  in  greater  or  less  quantity  in  other  parts  of  the  body,  in  the 
spleen,  in  the  gastro-intestinal  canal,  in  the  marrow  of  bones,  in  the  liver, 
kidneys,  etc.,  aud  the  number  of  lymphocytes  in  the  blood  and  in  other 
parts  of  the  body  is  increased.  This  general  condition  is  known  as 
leulivmia  and  has  been  considered  above,  under  diseases  of  the  blood  and 
blood-forming  organs.  The  enlarged  lymph-nodes  in  this  disease  may 
be  called,  for  convenience,  leukwmic  lymphomata. 

In  the  second  place,  there  is  a  form  of  disease  resembling  leukiemia 

in  many  respects,  particularly  in  the  lesion  of  the  lymph-nodes,  usually 

with  a  less  prominent  involvement  of  the  spleen  and  other  lymphatic 

structures,  and,  which  is  more  striking,  no  increase  in  the  number  of 
24 
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leucocytes  in  the  blood.  This  is  called  Ilodgkina  (Unease,  or  pseudo-leu- 
kwmia,  and  the  enlarged  lymph-nodes  may  in  this  case  be  called  ptteudo- 
leukwmic  lymphomata.  The  lesions  of  the  lymph -uodes  are  apparently 
similar  in  both  diseases,  but  it  is  convenient  to  assign  different  names  to 
them  because  they  seem  to  arise  under  different  conditions  and  to  be 
associated  with  a  constant  difference  in  the  character  of  the  blood. 
There  is  some  reason  for  the  conjecture  that  Hodgkin's  disease  may  l>e 
infectious  in  its  nature.  Whether  the  pyogenic  cocci  and  the  pncumo- 
coccus  which  have  been  found  in  the  lesions  are  the  excitants  or  not  is 
not  yet  certain. 

Le  Count  has  recently  described  a  l>enign  tumor — lymphoma—  in  the 
groin  having  the  structure  of  a  lymph-node.1  A  form  of  generalized 
tul>ereulous  lymphadenitis  which  may  be  mistaken  for  Hodgkin's  dis- 
ease is  described  above. 

TUMORS. 

Sarcoma  occurs  in  the  lymph-nodes  jus  a  primary  and  secondary  tumor, 
and  may  be  of  various  forms:  spindle-celled,  large  and  small  round- 
celled,  and  angio-sarcoma.  It  is  not  easy  in  many  cases  to  distinguish 
morphologically  l>etween  the  small  round-celled  sarcomata  and  the  above- 
dcscrilxHl  lymphomata,  but  in  general  the  leuksemie  and  pscudo-leukamric 
lymphomata  remain  circumscribed,  while  the  sarcomata  tend  to  break 
through  the  node  capsule  and  invade  the  surrounding  tissues.  Fibroma, 
myxoma,  and  chondroma  occur  in  the  lymph  nodes,  but  are  rare.  Endothe- 
liomata  are  described,  but  are  not  common.  Secondary  carcinomata  are 
of  frequent  occurrence,  the  form  of  the  cells  and  the  nature  of  their 
growth  depending  upon  the  seat  and  character  of  the  primary  tumors. 

PARASITES. 

Aside  from  the  various  forms  of  bacteria  which  are  not  infrequently 
found  in  the  lymph-nodes  in  infectious  diseases,  among  the  animal  para- 
sites fllaria,  trichina,  and  pentastomnm  have  lx*en  descried. 

•Jour.  Exp.  Mitl.,  vol.  iv..  p.  559.  bibliography  of  lymphoma. 


CHAPTER  III. 

THE  SPLEEN  AND  THYMUS. 

The  Spleen. 

General  Characteristics  of  the  Spleen. 

In  studying  the  lesions  of  the  spleen  it  is  important  to  bear  in  mind  the  peculiar 
relations  in  which  this  organ  stands  to  the  blood-vessels  and  to  the  circulation.  After 
passing  through  the  various  branches  of  the  splenic  artery  and  the  limited  systems  of 
capillaries  which  are  associated  with  it,  the  blood  is  not  received  at  once  into  venous 
trunks,  as  in  other  parts  of  the  body,  but  is  poured  directly  into  the  pulp  tissue.  In 
this  it  circulates,  under  conditions  which  render  it  liable  to  stagnation  and  undue  accu- 
mulation, before  it  is  taken  again  into  well-defined  vessels  through  the  open  walls  of 
the  cavernous  veins.  Moreover,  these  conditions,  naturally  unfavorable  to  undisturbed 
and  vigorous  circulation,  are  reinforced  by  the  association  of  the  splenic  with  the  slug- 
gish and  often  interrupted  portal  circulation.  Bearing  these  considerations  in  mind,  it 
is  in  a  measure  plain  why,  as  is  in  fact  the  case,  the  spleen  should  be  more  liable  to 
alterations  in  size  than  any  other  organ  in  the  body,  and  why,  serving  as  it  does  as  a 
sort  of  blood  filter,  it  should  be  especially  susceptible  to  the  influence  of  deleterious 
materials  of  various  kinds  which  in  one  way  or  another  gain  access  to  the  blood.  The 
relationship  between  the  lymph-vessels  and  the  spleen  is  also  intimate. 

Malformations  and  Displacements. 

The  spleen  may  be  absent  in  acephalous  monsters,  and  with  defective  development 
of  other  abdominal  viscera.  Absence  of  the  spleen  in  otherwise  normally  developed 
individuals  has  been  recorded.  There  may  in  this  condition  be  a  compensatory  hyper- 
plasia of  the  lymphatic  tissues  of  the  body. l  Small  accessory  spleens,  from  the  size  of 
a  hazelnut  to  that  of  a  walnut,  are  not  infrequent.  They  usually  lie  close  to  the  spleen, 
but  may  be  at  a  considerable  distance  from  it ;  thus  they  have  been  found  embedded  in 
the  head  of  the  pancreas.  Two  spleens  of  about  equal  size  have  been  observed.  The 
form  of  the  spleen  is  subject  to  considerable  variation.  It  may  be  made  up  of  several  dis- 
tinct lobes.  It  may  be  displaced  congenitally  or  as  the  result  of  disease.  It  may  be  on 
the  right  side  in  transposition  of  the  viscera.  As  the  result  of  congenital  defects  in  the 
diaphragm  the  spleen  may  be  found  in  the  thorax ;  or  in  deficient  closure  of  the  abdomi- 
nal wall  it  may,  together  with  other  abdominal  viscera,  be  found  outside  of  the  body. 

The  spleen  may  be  pressed  downward  by  any  increase  in  the  contents  of  the  thorax. 
It  may  be  bound  by  adhesions  to  the  concave  surface  of  the  diaphragm,  so  that  its  long 
axis  is  nearly  horizontal  instead  of  vertical.  It  may  be  displaced  by  changes  in  the 
contents  of  the  abdominal  cavity.  If  the  organ  be  increased  in  size  it  frequently  be- 
comes tilted,  so  that  its  lower  border  reaches  the  right  iliac  region.  If  the  ligaments  l>e 
too  long  congenitally,  or  if  they  are  lengthened  by  traction,  and  if  the  organ  is  at  the 
same  time  increased  in  weight,  it  may  become  very  movable.  It  may  sink  downward, 
with  its  hilus  turned  upward ;  or  it  may  be  rotated  on  its  axis,  and,  owing  to  torsion  of 
the  vessels  thus  produced,  the  organ  may  atrophy ;  or  the  pressure  of  the  ligaments 
and  vessels  across  the  duodenum  may  cause  occlusion  of  the  gut. 

1  See  Ilotfenpyl,  Med.  Record,  November  12th,  1898,  bibl. 
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WOUNDS,   BTJPTURE,   AND  HJBKORBHAGB. 

Wounds  of  the  spleen  are  usually  accompanied  by  extensive  hemor- 
rhage and  are  commonly  fatal.  Death  usually  occurs  as  the  result  of 
this  hemorrhage,  but  it  may  be  due  to  secondary  inflammatory  changes. 
Healing  and  recovery  may,  however,  occur. 

Ruptare  of  the  spleen  may  be  traumatic  or  spontaneous.  In  the 
former  case  it  may  be  due  to  direct  violence  in  the  region  of  the  organ 
or  to  injury  to  the  thorax,  falls,  etc.  In  certain  diseased  conditions  the 
spleen  is  more  liable  to  rupture  than  when  it  is  normal.  The  rupture 
usually  involves  not  only  the  capsule,  but  a  more  or  less  considerable 
portion  of  the  parenchyma,  and  of  course  leads  to  haemorrhage.  Spon- 
taneous rupture  is  rare,  but  may  occur  in  excessive  enlargement  of  the 
organ,  as  in  typhoid  fever,  malaria,  etc. — see  below — or  as  the  result  of 
aliscess. 

Hemorrhage. — Aside  from  the  extensive  heniorrlniges  from  injury  aud 
rupture,  the  spleen  may  be  the  seat  of  small  circumscribed  hemorrhages 
in  various  infectious  diseases,  although,  owing  to  the  peculiar  distribu- 
tion of  the  blood,  it  is  often  very  difficult  to  distinguish  l>etweeu  a  mod- 
erate interstitial  hemorrhage  and  hyperemia.  Sacculated  aneurism  of 
the  splenic  arteiy  has  been  reported. 


Atrophy  of  the  spleen  may  occur  in  old  age;  as  a  result  of  prolonged 
cachexias  and  in  connection  with  profound  and  persistent  anemia;  or, 
more  rarely,  from  unknown  causes.  The  capsule  may  l>e  wrinkled  and 
thickened,  the  color  pale,  the  trabecule  prominent,  the  consistence  in- 
creased. The  change  is  largely  in  the  pulp,  whose  parenchyma  cells 
an*  decreased  in  number. 

DEGENERATION. 

Amyloid  Degeneration. — This  may  affect  the  glomeruli  or  the  pulp 
tissue,  or  both  together.  When  confined  to  the  glomeruli  the  spleen  may 
or  may  not  lx»  enlarged,  and  the  cut  surface  is  more  or  less  abundantly 
sprinkled  with  round  or  elongated,  translucent  bodies  resembling  consid- 
erably in  general  appearance  the  grains  of  boiled  sago.  These  are  the 
waxy  glomeruli.  Such  a  spleen  is  often  called  "sago  spleen  "  (Fig.  197). 
Microscopical  examination  shows  that  the  degeneration  is  confined  to  the 
walls  of  the  arteries,  capillaries,  and  reticulum  of  the  glomeruli,  with 
atrophy  and  often  finally  total  disappearance  of  the  lymphoid  cells. 

In  other  eases,  either  with  or  without  involvement  of  the  glomeruli, 
then1  is  waxy  degeneration  of  the  blood-vessels  and  reticulum  of  the 
pulp,  which  may  occur  in  patches  or  l>e  general  and  more  or  less  ex- 
cessive If  the  alteration  is  general  and  considerable  the  spleen  is  en- 
larged, its  edges  are  rouuded,  its  consistence  is  increased.     On  section  it 
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appears  translucent,  and  the  distribution  of  the  degenerated  areas  may  l>e 
readily  seen  by  holding  a  thin  slice  up  to  the  light.  The  spleen  may  be 
alone  affected,  or  there  may  be  similar  degenerations  in  other  organs. 


PIGMENTATION. 

This  may  occur  as  the  result  of  the  decomposition  of  haemoglobin  in 
the  organ  or  elsewhere,  under  a  great  variety  of  conditions:  thus  after 
hemorrhagic  infarctions,  small  multiple  hemorrhages,  acute  hyperplastic 
splenitis,  and  in  hemachromatosis,  etc.  Or  the  pigment  may  be  nnthra- 
cotie  and  be  brought  to  the  organs  from  the  lungs  or  bronchial  nodes; 


bile  pigment  may  also  be  deposited  in  the  spleen  in  jaundice.  The  pig- 
ment may  lie  in  the  walls  of  the  smaller  arteries,  in  the  cells  and  reticu- 
lum of  the  pulp,  or  free  in  the  latter  tissue,  or  in  the  follicles.  It  is 
usually  quite  unevenly  distributed.  The  pigment  may  be  red,  brown, 
or  black.  According  to  "Weigert  anthracotic  pigment  may  be  sometimes 
seen  with  the  naked  eye  in  the  periphery  of  the  glomeruli  as  dark 
crescents. 

DISTURBANCES   OF   THE   CIRCULATION. 

Anmmia, — This  may  be  associated  with  general  anaemia,  but  it  is  not 
always  present  in  this  condition.  When  marked  and  uuassociated  with 
other  lesions  the  spleen  is  apt  to  be  diminished  in  size,  the  capsule  nioro 
or  less  wrinkled,  the  cut  surface  dry  and  lighter  in  color  than  normal, 
the  trabecular  unduly  prominent. 

In  this,  as  in  other  alterations  simply  of  the  blood  content  of  the 
spleen,  neither  the  gross  nor  microscopical  appearances  are  constant,  be- 
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cause  of  the  redistribution  of  blood  which  is  apt  to  occur  In  the  viscera 
after  death. 

Hyperemia — Passive  itYi'ia.'.KJiiA  may  occur  in  obstruction  to  the 
porta]  circulation,  must  frequently  in  cirrhosis  of  the  liver,  but  also 
with  certain  valvular  lesions  <if  the  heart,  «-in jili>  s^-nia,  etc.  The  spleen 
is  enlarged,  hut  usually  only  to  ii  moderate  decree.  The  capsule  i-  apt 
to  l>c  tense,  iiml  on  section  the  pulp  is  dark-red  and  may  lie  soft  or  linn. 
The  cavernous  veins  are  dilated  (Pig.  198).  1'sually,  when  the  lesii.n 
lias  existed  for  some  (one,  there  is  a  thickening  -if  the  trabeculfe  and 
reticular  framework  of  the  spleen,  so  that  these  are  prominent  on  scctimi. 


I 


;:::,':Ly: 


In  other  words,  then-  is  a  chronic  interstitial  splenitis  following   the 
chronic  congestion. 

ACTIVE  Hyff;r.*'.VI[A  of  the  spleen,  which  in  most  eases  is  BOanel] 
t.i  be  differentiated  from  some  Forma  of  acute  Inflammation,  and  probably 
in  mam  eases  is  associated  with  it.  very  frcipiently  occurs  in  a  ^r.:it 
variety  ill'  acute  and  infections  diseases,  such  as  typhoid  fever,  pneu- 
monia, diphtheria,  pyicinia,  the  exanthemata,  etc.  The  spleen  is  en- 
larged, the  capsule  tense;  mi  section  the  pulp  is  soft,  dark-red  in  color, 
often  swelling  <>nt  from  the  em  surface  and  concealing  the  glomeruli  and 

iial"'i  nl;i'.      rjnder  these  ' ditions  the  cavernous  veins  are  distended 

with    blood   and  the   interstices  <if  the  pulp  inliltratiil  with  a  variable 
si  H  hi 'times  large  quantity  of  red  ami  white  blood  cells.     Or,  in  addition 

to  this,  there  uia\   he  hyperplasia  (see  below  I. 

Embolism  and  Infarction  of  the  Spleen.—  Emboli,-  infarctions  at  the  spleen 
are  Of  frequent  occurrence.  They  may  be  single  or  multiple,  small  or 
very  huge,  sometimes  occupying  half  of  the  organ.  They  are  in  genera] 
approximately  wedge  shaped,  responding  to  the  ana  of  tissue  sup- 
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plied  by  the  occluded  artery  (Fig.  14,  p.  76).  They  may  be  hemor- 
rhagic, i.e.,  red,  or  they  may  be  white.  Infarctions,  originally  red,  may 
become  white  after  a  time  from  changes  in  the  blood  pigment.  They  may 
usually  be  seen  as  dark-red,  reddish -white,  or  white,  hard,  sometimes 
slightly  projecting  areas  on  the  surface  of  the  organ.  Not  infrequently 
the  centre  of  the  infarction  is  light  in  color,  while  the  peripheral  zone  is 
dark -red.  A  layer  of  fresh  fibrin  is  sometimes  seen  over  the  surface  of 
the  infarction.  The  general  as  well  as  the  microscopical  appearances 
which  they  present  depend  largely  upon  the  age  of  the  infarctions.  In 
the  earlier  stages  the  hemorrhagic  infarctions  present  little  more  under 
the  microscope  than  a  compact  mass  of  red  blood  cells,  among  which 
may  be  seen  the  compressed  parenchyma.  The  white  infarction  may 
show  at  first  an  outline  of  the  splenic  structure,  but  the  entire  tissue  is 
in  a  condition  of  coagulation  necrosis.  The  tissue  may  disintegrate  and 
soften,  and  be  more  or  less  completely  absorbed,  with  or  without  fatty 
degeneration.  A  zone  of  inflammatory  tissue  may  appear  around  the 
infarction  and  ii|>on  the  capsule,  and  this  tissue,  becoming  denser,  as- 
sumes the  characters  of  a  cicatrix  and  contracts  around  the  unabsorbed 
remnant  of  the  infarction,  so  that  finally  nothing  may  be  left  but  a  dense 
mass  of  fibrous  tissue,  which  frequently  draws  in  the  surface,  causing 
more  or  less  distortion  of  the  organ.  This  cicatrix  may  be  pigmented  or 
white. 

If  the  embolus  be  infective,  in  addition  to  its  mechanical  effects  there 
may  be  suppuration,  gangrene,  and  the  formation  of  abscess.  There 
may  be  perforation  of  the  capsule  and  fatal  peritonitis.  Infarctions  of 
the  spleen  may  follow  thrombosis  of  the  splenic  vein. 

Thrombosis  of  the  splenic  vein  is  rare  as  a  primary  lesion,  but  it 
may  be  of  secondary  occurrence  in  connection  with  portal  or  mesenteric 
thrombosis,  with  other  lesions  of  the  spleen,  or  with  acute  inflammation 
of  the  pancreas.  Thrombosis  of  the  splenic  vein  has  been  reported  fol- 
lowing typhoid  fever. 

INFLAMMATION. 

Inflammatory  Hyperplasia"  {Acute  Hyperplastic  Splenitis,  Acute  Splenic 
Tumor). — The  conditions  under  which  hyperplasia  and  acute  inflamma- 
tion of  the  spleen  occur  have  already  been  mentioned  under  active 
hyperemia,  with  which  it  is  usually  associated.  It  is  a  frequent  though 
not  a  constant  accompaniment  of  the  acute  infectious  diseases.  The 
spleen  is  enlarged,  sometimes  to  two  or  three  times  its  normal  size.  On 
section  the  pulp  is  soft,  often  almost  diffluent,  and  projects  upon  the  cut 
surface.  The  color  is  sometimes  dark-red,  sometimes  grayish-red,  or 
mottled  red  and  gray.  The  trabecule  and  glomeruli  are  usually  concealed 
by  the  swollen  and  softened  pulp,  but  the  glomeruli  are  sometimes 
unusually  prominent. 

Microscopical  examination  shows  the  marked  increase  in  size  to  be 
due  in  part  to  the  hyperemia;  in  part  to  a  swelling  and  increase  in  the 
number  of  cells,  sometimes  of  the  pulp,  sometimes  of  the  glomeruli,  or 
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of  both.  There  are  multinuclear  cells;  cells  resembling  the  ovoidal  and 
polyhedral  cells  of  the  pulp,  but  larger  and  with  evident  division  of  the 
nuclei.  Cells  resembling  leucocytes  may  be  present  in  large  numbers, 
and  larger  and  smaller  cells  in  a  condition  of  fatty  degeneration,  or  con- 
taining pigment,  are  often  seen.  The  elongated  cells  lining  the  cavernous 
veins  may  be  swollen  or  increased  in  number.  Not  infrequently  the  larger 
and  smaller  cells  contain  red  blood  cells  or  their  fragments.  In  some 
cases,  particularly  in  scarlatina,  hyperplasia  of  the  glomeruli  is  a  prom- 
inent feature:  in  other  cases,  particularly  in  typhus  and  recurrent  fevers, 
the  cells  of  the  glomeruli  undergo  marked  degenerative  changes,  so  that 
they  may  form  small  softened  areas  looking  like  little  abscesses.  Focal 
necroses  and  areas  of  small -celled  accumulation  or  cell  proliferation  are 
common  in  typhoid  fever  and  other  infectious  diseases  (see  page  ITS). 
As  the  primary  disease  runs  its  course  the  swelling  of  the  spleen  sub- 
sides, the  capsule  appears  wrinkled,  the  color  becomes  lighter,  and 
sometimes  the  organ  remains  for  a  long  time,  or  permanently,  small  and 
soft. 

The  lesions  of  the  spleen  are  in  many  cases  due  to  the  presence  of 
micro-organisms  which  are  usually  present  in  the  spleen  in  septicemia, 
or  thev  mav  Ik*  due  to  soluble  toxic  substances  in  the  blood.1 

Suppurative  Splenitis  (Splenic  AbticexH). — Small  abscesses  may  be  found 
in  the  spleen  as  the  result  of  minute  infectious  emboli,  and  these  may 
coalesce  to  form  larger  abscesses.  Sometimes  the  entire  parenchyma  is 
converted  into  a  soft,  necrotic,  purulent  mass  surrounded  by  the  capsule. 
It  is  rare  for  simple  infarctions  to  result  in  abscess.  Abscess  of  the 
spleen  may  occur  from  the  propagation  of  a  suppurative  inflammation  to 
the  organ  from  adjacent  parts;  from  i>erinepliritic  abscesses,  ulcer  and 
carcinoma  of  the  stomach,  etc.  They  may  open  into  the  i>eritoneal  cav- 
ity, inducing  fatal  peritonitis,  or,  owing  to  an  adhesive  inflammation, 
the  ojiening  may  occur  into  the  post-]>eritoneal  tissue,  into  the  pleural 
cavity,  lung,  stomach,  intestines,  or  it  may  open  on  the  surface.  On  the 
other  hand,  the  contents  of  the  abscess  mav  drv,  shrink,  and  become 
encapsulated  and  calcified.  Abscesses  may  occur  in  ulcerative  endocar- 
ditis, pya*mia,  typhoid  fever,  and  more  rarely  in  intermittent  fever,  and 
under  a  varietv  of  other  conditions. 

Chronic  Indurative  Splenitis  (  Chronic  Splenic  Tumor). — There  may  l>e, 
as  we  have  already  seen,  a  new  formation  of  connective  tissue  in  the 
spleen  as  a  result  of  chronic  congestion  or  infarctions,  or  about  abscesses. 
But  then*  is  a  more  diffuse*  formation  of  connective  tissue,  usually  in  the 
nature  of  an  hyperplasia,  which  occurs  under  a  variety  of  conditions, 
and  is  now  marked  and  extensive,  and  again  comparatively  ill-defined. 
It  is  always  associated  with  more  or  less  extensive*  changes  in  the  paren- 
chyma. In  its  most  marked  form  it  is  found  in  chronic  malarial  poison- 
ing, and  under  these*  conditions  it  may  1m*  found  not  only  in  ]>ersons  who 
have  suffered  from   repeated  attacks  of  intermittent   fever,  but  also  in 

1  For  a  study  of  tin*  role  of  the  spleen  in  infections  see  Courmont  ttml  Dujfau, 
Arch,  de  Med.  Exp.,  t.  x.,  p.  431.  IS!*,  bibl. 
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those  who  have  not  thus  suffered  but  have  resided  in  malarial  regions. 
The  enlarged  spleeu  ia  ofteu  called  "ague  cake."  Similar  conditions, 
though  usually  less  marked,  may  occur  in  congenital  and  acquired  syphi- 
lis, from  prolonged  typhoid  fever,  and  as  a  result  of  acute  hyperplastic 
splenitis  from  various  causes,  and  also  in  leukaemia  and  pseudo-leuk&niia, 

The  gross  appearance  of  the  spleen  in  chronic  indurative  splenitis 
varies  greatly,  both  in  the  size  of  the  organ  and  iu  the  appearance  of  the 
section.  The  spleen  may  be  enormously  enlarged  or  it  may  be  of  about 
normal  size.  It  is  usually,  however,  enlarged.  The  capsule  is  commonly 
more  or  less  thickened,  frequently  unevenly  so.  The  consistence  is 
its  a  rule  considerably  increased,  but  this  is  not  always  the  case.  The 
color  and  appearance  of  the  cut  surface  present  much  variation.  It  may 
be  nearly  normal  or  it  may  be  grayish,  or 
dark  brown,  or  nearly  black.  The  color 
may  l>e  uniform  or  the  surface  may  be 
mottled.  The  glomeruli  may  be  scarcely 
visible  or  very  prominent;  the  trabecular 
are  in  some  cases  nearly  concealed  by  the 
pulp ;  in  others  they  arc  large,  prominent, 
and  abundant,  so  that  the  surface  is  crossed 
in  all  directions  by  an  interlacing  network 
of  broader  and  narrower  irregular  bands, 
between  which  the  red  or  brown  or  black- 
ish pulp  lies. 

Not  less  varied  are  the  microscopical 
appearances  of  the  spleen  under  these  con- 
ditions. In  one  class  of  eases  there  is 
more  or  less  uniform  hyperplasia  of  both  pulp  and  interstitial  tissue. 
The  parenchyma  cells  are  increased  in  size  and  number;  there  may  be 
swelling  and  proliferation  of  the  lining  cells  of  the  cavernous  veins  (see 
Fig.  19'J).  The  reticulum  of  the  pulp,  as  well  as  that  of  the  glomeruli, 
and  also  the  trabecular,  are  thickened.  In  another  class  of  cases  the 
thickening  of  the  reticular  and  trabecular  tissue,  either  uniformly  or  in 
patches,  is  the  prominent  feature  (Fig.  200),  while  the  changes  in  the 
pulp  are  rather  secondary  and  atrophic.  In  both  forms  irregular  pig- 
mentation is  frequent,  the  pigment  particles  being  deposited  either  in  the 
cells  ofthe  pulp  or  glomeruli,  or  in  the  new-formed  interstitial  tissue  (Fig, 
201).  Finally,  there  are  all  intermediate  forms  of  induration  between 
those  described,  and  the  changes  are  by  no  means  uniform  in  the  same 
organ.     When  these  spleens  are  large  they  are  liable  to  displacement. 

Syphilitic  Splenitis. — This  lesion  may  present  itself  as  an  indurative 
process  due  to  the  formation  of  new  connective  tissue,  and  present  no  dis- 
tiuct  morphological  characteristics.  In  rare  cases,  however,  guinmata 
may  be  present  hi  connection  with  the  new  fibrous  tissue ;  then  the  nature 
of  the  lesion  is  evident. 

Tuberculous  Splenitis. — This  lesion  is  usually  secondary  to  tuberculous* 
inflammation  ill  some  other  part  of  the  body,  or  is  the  result  of  the  geu- 
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era!  infection  in  acute  general  miliary  taberealosta.     The  tubercles  may 

be  very  numerous  and  slill  invisible  to  the   naked  eye,  or  they  may  l>e 
just  i  isiblf.  or  08  large  as  a  pin's  bead,  and  very  thickly  strewn  through 
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Mi 'gas  or  sparsely  scattered.     In  other  eases  the  tubercles  are  larger, 

sometimes  as  large  as  a  pea.  and  they  are  then  usually  not  numerous. 
microscopically  they  present  the  usual  variety  of  structure,  sometimes 
as  simple  tubercle  granula.  sometimes  as  conglomerate  tubercles;  they 
niay  consist  simply  of  a  collection  of  small  spheroidal  cells,  or  there  may 
l>e  larger  polyhedral  Delia  and  giant  cells  with  a  wen-defined  reticulum. 
Cheesy  degeneration  occurs  under  the  usual 
Conditions.  Tubercle  bacilli  are  usually  pres- 
ent, particularly  in  Hie  more  acute  forms. 
sometimes  in  small,  sometimes  in  enormous 
numliers.       The]   seem  lo   lie   especially  alum 

iliint  in  acute  genera]  miliary  tuberculosis  of 
children.  These  tubercles  may  be  formed  in 
the    glomeruli.  In    the  walls  of  the  smaller 

arteries,  in  the  pulp  tissue,  and  in  [he  trabee- 

nhe    and     capsule.         Owing    to    the    peculiar 
character   of   the    spleen    tissue    the  earlier 
"r  '■>'"im'i'"'i.^'^-       stages  arc  not   readily  recognised,  Hi  HOE  simple 

■'!■■■ •■■!-■  collections  of  small  spheroidal  cells  are  not 

distinctly  outlined  againsl   Hie  normal  tissue. 
There  Is  freouentlj  a  moderate  swelling  of  thespleeu,  owing  to  hyper- 

lemia  and   hyperplasia  of  the  parenchyma. 

Perisplenitis. — A.CUTE  Imummatihn  of  the    capsule  of  Hie  spleen 
may  occur  as  a  part  of  a  general  or  locali/.i'd  peritonitis,  or  as  a  raaaM 
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of  lesions  of  the  spleen  itself,  siieh  sis  infarctions,  abscesses,  and  acute 
hyperplastic  inflammation.  Under  these  conditions  a  fibrinous  pellicle, 
with  more  or  less  pus,  may  be  formed  on  the  surface  of  the  organ. 
t'HKOXK'  Inflammation,  resulting  in  the  production  of  new  connective 
tissue,  either  in  patches  or  as  a  more  or  less  genera!  thickening  of  the 
capsule,  is  of  frequent  occurrence.  It  may  follow  acute  inflammation  of 
the  capsule,  or  Ihj  a  part  of  general  or  localized  chronic  peritonitis.  It 
is  common  in  connection  with  chronic  indurative  splenitis,  ami  it  may 
occur  from  unknown  causes.  Sometimes  the  capsule  is  three  or  four 
millimeters  in  thickness  over  a  considerable  area;  sometimes  very  small 
nodular  thickenings  or  papillary  projections  occur.  As  a  result  of  this 
process  adhesions,  sometimes  very  extensive,  may  form  between  the 
spleen  and  adjacent  parts.  The  thickened  capsule  is  sometimes  more 
or  less  extensively  calcified. 


CHRONIC     ENDOTHELIAL     HYPERPLASIA    OF    THE     SPLEEN. 
("Primary  Splenomegaly.") 

Bovaird  has  recently  described  a  slowly  progressive  lesion  developing 
in  early  life  in  which  the  spleen  was  greatly  enlarged  and  firai  in  text- 
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ShouliiB  Increase  In  number  and  eirollatlon  of  the  endothelium  of  the  cavernous  veins. 

ure,  presenting  on  section  numerous  irregular  white  or  yellowish  areas, 
extending  from  the  capsule  into  the  substance  of  the  organ.  The  splenic 
and  mesenteric  lymph-nodes  and  the  liver  were  enlarged.  On  microscopic 
examination  the  spleen  lesion  was  found  to  consist  largely  of  an  excessive 
proliferation  of  the  endothelial  cells  of  the  pulp  {Fig.  202),  in  part  alone, 
in  part  associated  with  fibrous  hyperplasia.  Similar  endothelial  hyper- 
plasia occurred  in  the  splenic  and  mesenteric  lymph -mules  and  in  the 
connective  tissue  of  the  liver.     There  was  marked  pigmentation  of  the 
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involved  lymph-nodes  and  in  the  liver  lesion.  This  condition  has  ap- 
parently been  several  times  described,  but  has  been  usually  regarded  as 
tumor  rather  than  endothelial  hyperplasia. ' 


ALTERATIONS   OF  THE  SPLEEN  IN  LEUK2EMIA  AND  PSEUDO- 
LEUKEMIA. 

The  lesions  of  the  spleen  are  essentially  similar  in  both  of  these  con- 
ditions. They  consist,  in  general,  of  an  hyperplasia,  sometimes  mast 
marked  in  one,  sometimes  in  another  of  the  structural  elements  of  the 
organ,  but  they  usually  all  participate  in  the  alterations.  The  changes 
which  occur  in  the  earlier  stages  are  but  little  known.  The  gross  ap- 
pearances of  the  spleen  vary.  It  is  as  a  rule  enlarged  and  sometimes  is 
ten  or  fifteen  times  the  normal  size.  It  is  commonlv  hard,  but  is  some- 
times  of  the  ordinary  consistence,  or  softer,  and  the  capsule  is  gener- 
ally thickened  and  rough.  The  section  of  the  spleen  may  be  of  a  uni- 
form dark-red  color,  but  it  is  more  frequently  mottled  red  and  gray. 
Sometimes  the  glomeruli  are  inconspicuous,  but  they  are  very  often 
enlarged  and  prominent.  They  may  l>e  two  to  four  mm.  in  diameter, 
and,  owing  to  an  infiltration  of  the  arterial  sheaths  with  lymph  cells, 
may  appear  to  the  naked  eye  as  grayish,  round  or  elongated  bodies, 
arranged  along  branching,  interrupted,  grayish  streaks.  The  trabecular 
may  be  greatly  thickened,  as  also  the  reticulum  of  the  pulp,  so  as  to  l>e 
evident  to  the  naked  eye.  Brown  or  black  pigment  may  l>e  collected 
around  the  glomeruli  or  in  the  pulp.  Hemorrhagic  infarctions  or  cir- 
cumscrilHHl  extravasations  of  blood  may  further  complicate  the  picture. 

Microscopically  the  appearances  are  essentially  the  same  as  those 
above  described  in  acute  hyperplasia  and  in  chronic  interstitial  splenitis, 
deluding  upon  the  stage  and  variety  of  the  disease.  Owing  to  the  great 
size  which  some  of  such  spleens  attain  they  are  liable  to  displacement,  and 
they  may  interfere  by  pressure  with  the  functions  of  neighboring  organs. 

TUMORS. 

Primary  tumors  of  the  spleen  are  rait*.  Small  fibromata,  sarcomata, 
and  cavernous  angiomata  sometimes  occur.  Sarcoma  and  carcinoma  may 
occur  in  the  spleen  secondarily  either  as  metastatic  tumors  or  by  exten- 
sion from  some  adjacent  part,  jis  the  stomach.  Dermoid  cysts  are  de- 
scribed, but  ait4  rare.  Other  larger  and  smaller  cysts,  whose  mode  of 
origin  is  in  most  e;ises  obscure,  not  infrequently  occur. 

PARASITES. 

Fentastomnm  denticulatnm  is  not  infrequently  found  in  the  spleen, 
usually  encapsulated  and  calcified.     Cysticercns  is  rare.     Echinococcns  is 

1  For  details  of  this  lesion,  with  bibliography,  see  B*tmin1,  American  Journal  of  the 
Medical  Sciences,  vol.  cxx..  p.  377.  11MM). 
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occasionally  found,  and,  if  the  cysts  are  large  or  numerous,  may  cause 
more  or  less  extensive  atrophy  of  the  organ. 

Various  forms  of  bacteria  have  been  found  in  the  spleen.  The  pyo- 
genic cocci  have  been  found  in  pyaemia,  small-pox,  ulcerative  endocardi- 
tis, diphtheria,  and  under  other  conditions.  The  Bacillus  anthracif  oc- 
curs here  in  anthrax ;  the  Bacillus  tuberculosis  in  tuberculous  inflammation ; 
and  typhoid  bacilli  in  typhoid  fever.  Spirochete  Obermeieri  may  be  pres- 
ent in  relapsing  fever. 

The  Thymus. 

MALFORMATION  AND  HYPERTROPHY. 

Small  accessory  thymus  glands  are  occasionally  found  near  the  thyroid. 

It  is  usual  for  the  development  of  the  thymus  to  reach  its  height  in  the  early  year* 
of  life.  It  then  undergoes  involution  or  atrophy,  losing  its  epithelial  characters  and 
becoming  largely  composed  of  lymphoid  cells.  It  is  finally  represented  in  old  age  by  a 
small  mass  of  fat  tissue.  Occasionally,  however,  the  thymus  persists  until  youth  or 
middle  age. '  Furthermore,  it  may  become  enlarged — so-called  hyj#rtr<fj>hy  of  the  thymus. 
The  enlargement  is,  however,  due  to  an  hyperplasia  rather  than  hypertrophy :  the  new- 
formed  tissue  may  present  a  more  or  less  marked  lobulated  or  glandular  appearance, 
Thi*  new  formed  tissue,  according  to  the  studies  of  Sultan  and  Locbtc;,  may  lie  largely 
c«»mp<»sed  of  lymphoid  cells,  or  of  larger  polyhedral  cells,  so  called  "epithelioid  "  cells.* 


Small,  and  sometimes  large,  haemorrhage*  are  occasionally  seen  in  the 
thymus  of  young  children  as  the  result  of  venous  congestion  in  asphyxia, 
poisoning,  etc.     They  may  also  occur  in  the  hemorrhagic  diathesis. 


Sappuratrre  inflammation  of  the  thymus  is  of  occasional  occurrer*^, 
and  is  usually  secondary  to  a  similar  inflammatory  process  in  som*  other 
parr  of  the  U*ly.  Tuberculous  and  fjpkilitie  lesions  of  the  thymus  are 
described,  but  are  rare. 


i>  the  most  common  tumor:  TadofWIi—  ita  and  JkanmmA  Tm> 
are  recorded. 
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CHAPTER  IV. 

THE  THTBOID   AND  ADEENAL8. 
The  Thyroid. 

Malformation*. 

Ttie  thyroid  glauil  is  sometimes  very  small,  fit  her  as  Iln-  n-sult  of  atrophy  (Fig. 
303)  i>r  as  a  conge nital  deficiency.  For  the  relationship  of  this  condition  to  cretinism 
anil  myxedema  see  |wge  331. 


DEGENERATION. 

Colloid  degeneration  of  I  lie  epithelial  cells  nf  the  claml.  ami  ilie  filling 
of  the  alveoli  with  colli i hi  material,  an-  of  common  occurrence,  anil  when 
in  moderate  decree  may  I*  rejjartletl  sis  norma),  since  si  certain  amount  of 
this  change  is  found  in  many  otherwise  apparently  normal  glands.  It 
may  occur,  however,  to  such  an  extent  as  to  constitute  an  imjiortaiit 
lesion  (see  IteloW). 

Amyloid  degeneration,  particularly  nf  the  ldood- vessels,  is  of  infrequent 
occurrence. 

Hyalin  degeneration  of  the  stroma  of  the  thyroid  may  occur. 
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DISTTJBBANCES   OF  CIRCULATION. 

Hyperemia  of  the  thyroid  gland,  often  accompanied  by  considerable 
enlargement  of  the  organ,  may  be  the  result  of  valvular  disease  of  the 
heart;  it  ocelli's  in  Basedow's  disease;  it  may  be  temporary  or  perma- 
nent, and  in  the  latter  case  may  be  associated  with  the  formation  of  new 
connective  tissue.  Haemorrhages  may  occur,  leading  to  pigmentation  of 
the  organ. 

INFLAMMATION.     (Strumitis.) 

Inflammation  of  the  thyroid  gland  is  not  very  common  and  may  occur 
under  a  variety  of  conditions.  It  may  result  in  the  formation  of  larger 
and  smaller  abscesses  or  in  the  production  of  new  connective  tissue  which 
may  l)e  associated  with  atrophy  of  the  parenchyma.  Tuberculous  inflam- 
mation, with  the  formation  of  miliary  tubercles,  is  of  infrequent  occur- 
rence. '  Syphilitic  inflammation,  with  the  formation  of  gumniata,  has  been 
described,  but  is  rare.* 


STRUMA.    (Hyperplasia  of  the  Thyroid;  Goitre.) 

Among  the  most  important  of  the  lesions  of  the  thyroid  is  the 
enlargement  of  the  organ  commonly  known  as  the  goitre  or  struma.  The 
enlargement  of  the  glaud  may  occur  in  several  ways.  Thus,  a  simple 
hyperemia  may,  as  above  stated,  lead  to  considerable  enlargement  of 
the  organ,  and  this  is  sometimes  called  struma  hyperwmica.  The  true  goi- 
tre, however,  consists  in  the  enlargement  of  the  old  and  the  formation 
of  new  gland  alveoli,  while  with  these  changes  there  is  very  frequently 
associated  a  greater  or  less  amount  of  colloid  degeneration.  When  there 
is  new  formation  of  gland  tissue  the  growth  has  the  character  of  an  ade- 
noma. The  hyperplasia  may  occur  diffusely,  so  that  the  whole  gland  is 
more  or  less  enlarged;  or  it  may  occur  in  the  form  of  circumscribed  nod- 
ules. When  the  colloid  degeneration  is  prominent,  so  that  the  tumor 
has  a  gelatinous  appearance,  it  is  called  colloid  struma  (Fig.  204). 3  Ac- 
cumulations of  fluid,  blood,  colloid,  etc.,  in  the  old  or  new-formed  alveoli, 
may  lead  to  dilatation  and  atrophy  of  the  walls  of  the  alveoli,  so  that 
cysts,  sometimes  of  large  size,  are  formed.  Thus  occurs  the  cystic  struma. 
Again,  the  blood-vessels  may  undergo  marked  dilatation,  so  that  we  may 
have  a  telangiectatic  struma;  or,  cavernous  angiomata  may  form  within 
goitres.  Very  frequently  all  these  varieties  of  lesions  are  present  in  the 
same  goitre.  The  appearances  may  be  rendered  still  more  complex  by 
the  occurrence  of  haemorrhages  and  pigmentation,  calcification,  purulent 

1  See  Roger  and  Gamier,  Arch.  gen.  de  Med.,  t.  iii.,  p.  385,  1900,  bibl. 

*For  a  study  of  the  normal  and  pathologic  histology  of  the  thyroid,  with  biblio 
graphy,  consult  'Midler,  Zicglers  Beitr.  z.  path.  Anat..  etc..  Bd.  xix.,*p.  127.  1896.     For 
myxedema  and  Basedow's  disease,  see  pp.  33 1  and  332. 

3  For  a  consideration  of  the  nature  of  colloid  and  its  formation  in  struma  see  Rein 
bach,  Ziegler's  Beitr.  z.  path.  Anat.,  etc.,  Bd.  xvi.,  p.  590,  bibl. 
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or  indurative  Inflammation  {  st i-umil is  >,  ami  l>y  the  wit  very  infrequent 
association  with  earcinnmn  and  sarcoma.  The  excitants  of  goitre  are  not 
well  understood.  The  growth  is,  as  a  rule,  slow,  but  occasionally  b  tctj 
rapid  enlargement  occurs  as  the  result  of  a  siuhlen  inereii.se  of  the  col- 
loid degeneration.  In  many  eases  even  very  large  goitres  give  rise  to 
but  moderate  Inconvenience,  but  they  may  assume  great  significance  bj 
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encroaching  upon  neighboring  parts.    Thus  death  maj  be  caused  by 
pressure  on  the  trachea,  oesophagus,  or  on  the  large  vessels. 


TUMORS. 

S e  of  the   forms  of  goitre  above  descrilied   may   be  ivgunlcti   :is 

bomoraor  may  '»■  associated  with  tumors.  Sarcoma  and  endothelioma  are 
tin  most  common  tumors  of  the  thyroid. 

Sarcoma,  either  spheroidal  or  spindle-celled,  may  occur  as  primary 
tmnors  in  the  thyroid,  either  In  otherwise  normal  glands  or  in  eonnso- 
linii  with  stroma.1  Melano-5arcoma  baa  been  observed  Secondary  Mr- 
eomata  are  rare. 

Primary  carcinoma,  both  glandular  and  scirrhous,  occurs  in  the  thy- 
roid, and,  particularly  in  the  softer  forms,  may  spread  to  adjacent  pans 
ami  occasionally  form  ilisiant  inelnstnscs.  Dermoid  cysts  are  of  occa- 
sional occurrence. 
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PARASITES. 

Echinococcus  cysts  have  been  found  in  the  thyroid. 
The  Adrenals  (Suprarenal  Bodies,  Suprarenal  Capsules). 

Malformations. 

In  acephalic  and  other  monsters  the  adrenals  may  be  atrophied  or  entirely  ab- 
sent. Sometimes  in  well-formed  adults  these  organs  cannot  be  discovered.  There 
may  be  little  rounded  nodules  loosely  attached  to  the  surface  of  the  adrenals  and  hav- 
ing the  same  structure.  Accessory  and  misplaced  adrenals  are  not  uncommon.  A  few 
cases  have  been  reported  of  accessory  adrenals  in  the  broad  ligament.1  They  may  be 
present  in  the  liver.8 

If  one  kidney  be  absent  or  in  an  abnormal  position  its  adrenal  usually  retains  its 
proper  position.3 

ATROPHY  AND  DEGENERATION. 

Atrophy  of  the  adrenals  may  be  extreme. 

Fatty  degeneration  of  the  cortical  portion  is  the  rule  in  the  adult.  It 
sometimes  occurs  in  nodular  areas.  In  children  under  five  years  of  age 
it  is  pathological. 

Amyloid  degeneration  may  involve  both  the  cortical  and  medullary 
portions.  In  the  cortex  it  usually  involves  only  the  walls  of  the  blood- 
vessels; in  the  medulla  both  the  blood-vessels  and  the  cells  of  the  paren- 
chyma may  undergo  this  degeneration.  The  organs  are  usually  firm 
and  have  a  grayish,  semi -translucent  appearance. 

Pigmentation  of  the  inner  cortical  zone  is  frequent  in  old  persons. 

THROMBOSIS  AND  HEMORRHAGE. 

Venous  and  capillary  thrombosis  may  occur. 

In  children,  soon  after  birth,  it  is  not  very  infrequent  to  find  large 
haemorrhages  in  one  of  the  adrenals,  converting  it  into  a  cyst  filled  with 
blood.     This  lesion  has  been  observed  in  a  few  cases  in  adults.4 

INFLAMMATION. 

Suppurative  inflammation,  with  the  formation  of  abscesses,  has  been 
seen  in  a  few  cases. 

The  most  frequent  lesion  of  the  adrenals  is  tuberculous  inflammation. 
They  are  usually  increased  in  size;  their  surfaces  are  smooth  or  nodular. 

'See  Warthin,  American  Journal  of  Obstetrics,  vol.  xlii.,  1900,  bibl. 
•See  Noye*.  Trans.  New  York  Path.  Soc,  1890-1900. 

3  For  consideration  of  relationship  of  the  adrenals  to  the  nervous  system,  see  Alex- 
ander, Ziegler's  Beitr.  z.  path.  Anat.,  Bd.  xi.,  p.  145,  bibl. 

4 For  bibliography  see  Arnaud,  Arch.  gen.  de  Med.,  t.  iv.,  p.  5,  1900. 
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The  normal  structure  of  the  glaud  is  more  or  less  replaced  by  tubercle 
tissue,  which  usually  undergoes  cheesy  degeneration  and  may  soften. 
Fibrous  tissue  may  form  in  considerable  amount.  (See  Addison's  Dis- 
ease, page  332. ) 

Syphilitic  inflammation,  with  and  without  the  development  of  gum- 
mata,  is  of  occasional  occurrence. 

TUMORS. 

Sarcoma,  glioma,  and  endothelioma  occur  in  the  adrenals. 

Neuroma, — Ganglionic  neuromata  have  been  described  by  Weichsel- 
baum  and  Freeman. 

Hyperplasia  of  the  gland  tissue  (adenoma  or  struma  suprarenale  lipo- 
matosa),  with  fatty  degeneration  in  the  form  of  circumscribed  nodules,  is 
of  occasional  occurrence. 

Adenomata  of  the  adrenals,  resembling  in  type  the  structure  of  the 
cortex,  may  form  as  large  vascular  tumors,  often  luemorrhagic,  which 
may  invade  the  neighboring  vessels  and  form  metastases.  Some  of  the 
so-called  adenomata  of  the  kidney  are  probably  adenomata  of  displaced 
accessory  adrenals. 

Carcinoma  is  not  common,  but  may  be  primary  or  secondary. l 

1  For  bibliography  of  primary  malignant  tumors  of  the  adrenals,  see  liammy,  Johns 
Hopkins  Hospital  Bulletin,  vol.  x.,  pp.  20,  1899. 


CHAPTER  V. 

THE  CIRCULATORY  SYSTEM. 
The  Pericardium. 

INJURIES. 

The  pericardium  maybe  injured  by  penetrating  weapons,  by  gunshot 
wounds,  and  by  fragments  of  bone.  It  may  be  ruptured  by  severe  con- 
tusions of  the  thorax,  and  by  rapid  extravasation  of  blood  into  the  peri- 
cardial sac.  Perforations  may  occur  with  empyema,  mediastinal  abscesses, 
abscesses  of  the  chest  wall  and  of  the  liver,  or  in  connection  with  aneur- 
isms of  the  aorta,  and  suppurative  inflammation  of  the  pericardium. 

HEMORRHAGE. 

Extravasations  of  blood  into  the  cavity  of  the  pericardium  may  fol- 
low wounds  and  rupture  of  the  heart,  rupture  of  the  aorta  and  of  aneur- 
isms, and  may  occur  with  pericarditis.  Small  extravasations  in  the 
substance  of  the  pericardium  are  found  with  scurvy,  purpura,  and  in 
infectious  diseases. 

DROPSY.    (Hydropericardium.) 

At  autopsies  a  few  hours  after  death  a  few  cubic  centimetres  of  clear, 
light-yellow  serum  are  usually  present  in  the  pericardial  sac.  If  decom- 
position have  commenced,  this  may  be  reddish,  or  it  may  be  slightly  tur- 
bid from  the  falling-off  of  the  pericardial  endothelium. 

Large  accumulations  of  clear  yellowish  serum  are  often  found  as  part 
of  general  dropsy  from  heart  disease,  kidney  disease,  etc.  The  amount 
is  sometimes  so  great  as  to  interfere  with  the  movement  and  nutrition  of 
the  heart. 

PNEUMONATOSIS. 

Air  or  gas  in  the  pericardium  is  sometimes  present  as  the  result  of 
post-mortem  decomposition  and  maybe  accompanied  with  drying  of  por- 
tions of  the  pericardium.  Wounds  or  paracentesis  of  the  pericardium ; 
the  perforation  of  ulcers  of  the  stomach,  cavities  of  the  lungs,  and  ulcers 
of  the  oesophagus,  may  admit  air  into  the  pericardial  cavity.  In  puru- 
lent pericarditis  with  foul,  decomposing  exudate,  gases  may  be  evolved. 
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INFLAMMATION.     (Pericarditis) 

rericarditis  is  rarely  primary ;  but  is  usually  secondary  to  infectious 
diseases,  such  as  pneumonia,  pleurisy,  tuberculosis,  typhoid  fever,  endo- 
carditis, and  pyiemia.     It  may  follow  injuries  and  is  frequently  associ- 


ated with  rheumatism  or  iuflummatiou  of  the  kidneys.  It  may  be  cni- 
datirr  or  prod  net  in-  in  character. 

Exudative  Pericarditis. — It  is  convenient  to  distinguish  in  exudative 
pericarditis  it fibrhumx,  nwojibriiious.  and  a,  purulent  form. 

Fibrinous  asjd  SEKO-FlBRlNors  Pericarditis. — In  the  earlier 
stages  or  lighter  forms  of  fibrinous  pericarditis,  the  whole  surface  or 
portions  of  the  pericardium  may  be  dull  or  slightly  roughened  from  a 
delicate  fibrinous  jM-llicle,  more  or  less  hypericin ic and  often  studded  with 
minute  pet  eel  me.  Later,  if  the  exudate  accumulate,  the  entire  surface 
of  the  pericardium  may  lie  covered  with  a  net-like  layer  of  thick  masses 
of  fibrin.  This  may  cover  both  the  visceral  and  parietal  surfaces  and 
is  often  Is-set  with  irregular  villosities  ( Fig.  205).  Fibrinous  adhesions 
may  form  lwtween  the  two  layers.  There  is  usually  some  serous  fluid 
as  well  as  leucocytes  mingled  with  the  fibrin. 
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Scrum  m;iy  accumulate  in  considerable  quantity — gero-fbrinoun  prri- 
?arilitix.  Tlit'  pericardial  sac  may  be  greatly  distended  with  this  form  of 
exudate  so  as  to  displace  the  heart  and  compress  the  larger  air  passages, 
the  (esophagus,  or  the  aorta. 

Purulent  Pericarditis. —  Iii  this  form  of  exudative  pericarditis 
thei'e  are  usually  more  or  less  scrum  and  fibrin  mingled  with  pus  cells  and 
often  red  blood  cells.  The  process  may  start  as  a  sero- fibrinous  iiiflarn- 
maiion.  It  is  apt  to  oeenr  as  an  extension  of  an  infectious  process  in  the 
neighborhood  or  as  a  part  of  a  general  pyiemic  process.  Streptococcus 
pyogenes,  micrococcus  lanceolatus,  staphylococcus  pyogenes  aureus,  and 
the  tubercle  bacillus  are  the  bacteria  most'  commonly  found  iu  exudative 
pericarditis. 

Chronic  Pericarditis.— Iu  exudative  pericarditis  the  mesothelinm'  (en- 
dothelium) in  the  early  stages,  and  later  this  with  the  underlying  connec- 
tive-tissue cells,  contribute  to  the  cellular  elements  in  the  exudate.  In 
recovery  the  exudates  degenerate  and  are  gradually  absorbed,  while  from 
the  blood  vessels  and  the  connective-tissue  cells  of  the  pericardium  more 
in-  less  new  fibrous  tissue  is  formed,  at  first  very  cellular  and  vascular, 
later  dense  in  character.     There  may  finally  be  local  or  general  thicken- 
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Inga  of  the  pericardium  or  adhesions  lietween  the  visceral  ami  parietal 
layers.  The  new  fibrous  tissue  may  extend  lietween  the  siilrpericardial 
muscle  fibres  of  the  heart.  Calcification  of  this  new-formed  fibrous  tissue 
may  occur. 

Obliteration  of  the  Pericardial  Sac — As  the  result  of  the  for- 
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mation  of  vascular  new  connective  tissue  between  the  pericardial  walls, 
the  sac  may  be  partially  or  wholly  obliterated  (Fig.  206). 

This  may  be  the  conclusion  of  an  acute  inflammatory  process  or  it 
may  result  from  the  organization  of  a  blood  clot  following  haemorrhage 
into  the  sac.    It  may  occur  as  the  result  of  the  latter  process  early  in  life. 

Supra- Arterial  Epicardial  Fibroid  Nodules.— Small  fibrous 
nodules  are  occasionally  formed  along  the  branches  of  the  coronary  arte- 
ries, especially  on  the  surface  of  the  ventricles.  According  to  the  studies 
of  Knox1  they  are  frequently  associated  with  lesions  of  the  arteries,  lead- 
ing to  the  weakening  of  their  walls  at  these  situations. 

Tuberculous  Pericarditis. — This  lesion  may  occur  by  itself,  but  is  apt 
to  be  associated  with  other  tuberculous  inflammation  in  the  vicinity  of 
the  heart.  There  may  be  miliary  tubercles  scattered  diffusely,  or  limited 
to  certain  regions  in  the  pericardium,  which  is  otherwise  little  changed. 
Not  infrequently,  however,  there  is  a  considerable  thickening  of  the  peri- 
cardium, either  visceral  or  parietal,  or  both. 

In  such  cases  the  new-formed  tissue  consists  of  fibrous  tissue  and  of 
tubercle  tissue  which  has  undergone  extensive  cheesy  degeneration.  The 
thickened  visceral  and  parietal  layers  of  the  pericardium  are  often  more 
or  less  grown  together,  so  that  the  pericardial  sac  may  be  partially  or 
almost  completely  obliterated.  An  inflammatory  exudate  often  accom- 
panies the  tuberculous  process. 

TUMORS. 

Fibromata  are  sometimes  developed  in  the  pericardium.  They  are 
often  of  polypoid  form,  and  from  atrophy  of  the  pedicle  may  become  free 
in  the  pericardial  sac.  Endotheliomata  are  of  occasional  occurrence  as 
primary  tumors. 

Sarcomata  and  carcinomata  occur  as  secondary  growths  either  from 
continuous  infiltration  or  as  metastatic  tumors.  Primary  sarcoma  of  the 
pericardium  has  been  described.8 

Cysts  of  the  visceral  pericardium  have  been  described.  We  have  seen 
a  pedunculated  cyst,  containing  about  6  c.c.  of  clear  fluid,  hanging  into 
the  pericardial  sac  from  its  attachment  near  the  pulmonary  artery.  The 
origin  of  such  cysts  is  obscure. 

The  Heart. 

Malformations  and  Malpositions. 

Malformations  of  the  Heart. — The  malformations  of  the  heart  are  usually 
closely  associated  with  malformations  of  the  aorta  and  pulmonary  artery.  They  de- 
pend on  arrest  of.  or  abnormal,  development;  on  endocarditis,  myocarditis,  thrombosis, 
or  mechanical  causes. 

I.  The  common  arterial  trunk  is  only  partially,  or  not  at  all,  separated  into  aorta 
and  pulmonary  artery.     The  divisions  between  the  heart  cavities  are  at  the  same  time 

1  Knox,  Journal  of  Experimental  Medicine,  vol.  iv.,  p.  245,  1899. 
*  William*.  New  York  Med.  Jour.,  April  14th,  1900,  bibl. 
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defective,  so  that  there  may  be  one  ventricle  and  no  auricles;  one  ventricle  and  one 
auricle — reptilian  heart;  or  one  ventricle  and  two  auricles. 

11.  The  trunk  of  the  pulmonary  artery  or  of  the  aorta  is  stenosed  or  obliterated, 
and  from  the  obstruction  to  the  current  of  blood  there  Is  interference  with  the  develop- 
ment of  the  septa  between  the  heart  cavities. 

1.  The  aorta,  at  its  origin,  or  in  the  ascending  portion  of  the  arch,  is  stenosed  or 
closed.  The  pulmonary  artery  gives  off  the  descending  aorta,  and  supplies  the  carotids 
and  subclavian.  The  foramen  ovale  remains  open,  or  there  is  no  septum  between  tbe 
auricles.  The  ventricular  septum  is  also  usually  defective.  The  right  ventricle  Is 
liypcrtrophled. 

3.  The  pulmonary  artery  is  stenosed  or  closed.    Its  branches  are  supplied  by  the 


17.— OPENINO    IN    Till    VENTRICULAR  SXPTL'K    OK  TICK  HEART— INTERVENTRICULAR    FORAMEN. 

ThK  opening  Is  about  S  mm.  In  diameter,  and  Its  edges  are  formed  by  fibroin  tissue. 


aorta,  through  the  ductus  arteriosus.     The  ventricular  septum  is  defective,  tbe  foramen 
ovale  is  open,  or  the  auricular  septum  defective. 

III.  The  malformation  affects  the  aorta  and  pulmonary  artery  after  they  are  more 
fully  developed. 

1.  There  is  stenosis  of  the  aorta  between  the  left  subclavian  and  ductus  arteriosus, 
or  just  at  tbe  opening  of  the  ductus  arteriosus.  The  descending  aorta  is  then  a  con- 
tinuation of  the  pulmonary  artery. 

2.  The  aorta  gives  off  all  its  branches  from  the  arch,  but  tbe  descending  aorta  is  a 
continuation  of  the  pulmonary  artery;  or  the  carotids  may  spring  from  the  aorta,  the 
subclavians  from  the  pulmonary  artery. 

8.  The  vessels  are  transposed;   the  pulmonary  artery  arises  from  the  left,  the  aorta 
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from  the  right  ventricle;  the  pulmonary  veins  empty  into  the  left,  the  ven*  cane  into 
the  right  auricle;  or  tbe  veins  also  may  be  transposed.    The  septa  arc  defective. 

IV.  Tlic  aorta  and  pulmonary  artery  are  normal,  but  tbe  cardiac  septa  a  re.  defective. 

1.  Tbe  foramen  ovale  remains  partly  open.  This  condition  may  continue  through 
life  without  ill  effects.  It  lias  been  found  by  some  observers  in  about  one -fifth  of  their 
autopsies. 

2.  Tbe  ductus  arteriosus  may  remain  open  for  many  years;  this  also  may  cause  no 
disturbance. 

8.  There  is  a  small  or  large  opening  in  the  ventricular  septum,  usually  in  its  upper 
part  <Fig.  207).  This  may  give  rise  to  no  symptoms,  unless  disease  of  the  heart  or 
lungs  l>e  superadded. 

V.  Either  of  tbe  auricula- ventricular  orifices  may  be  entirely  closed.  The  fora- 
men ovale  remains  open,  and  the  ventricular  septum  is  defective.1 

VI.  The  valves  of  tbe  different  orifices  of  the  heart  may  be  absent  or  defective. 
Tbe  arteries  or  the  ventricles  are  usually  defective  at  tbe  same  time. 

Tbe  aortic  and  pulmonary  valves  may  consist  of  two  large  or  four  small  leaves. 
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instead  of  the  usual  three.  The  edges  of  the  semilunar  valves  may  he  fenestrated 
(Fig.  2l«i.     These  alterations  are  usually  of  no  significance. 

(Jcliemlly  speaking,  the-  existence  of  openings  lielwecn  the  two  auricles  or  tbe  two 
ventricles,  admitting;  some  admixture  of  venous  and  arterial  blood,  produces  no  marked 
change  in  the  circulation.  If.  however,  the  passage  of  the  current  of  venous  blood  into 
the  right  heart  is  in  mi)  way  interfered  with,  the  cnnscr|ueiii-es  an1  verv  serious.  t'VHU- 
osis  is  pro.liic.-d.  tin-  skin  is  of  „  bluish  color,  the  small  veins  and  capillaries  are  diluted, 
exudation  of  serum  and  hypertrophy  of  connective  tissue  take  place,  especially  in  the 
fingers  and  toes. 

Besides  the  malforniationsalrcady  mcntiotii-d  U'c  may  find:  entire  absence  of  theheart ; 
iil>ri.>fiiuil  -  i-i-i   .  •  ■- 1  >  li-r.j  ■   i- ii.l Iii  Hi.   h.H'i  (hi  ill. .     .il-n-.f I    i.i.f"-- ■  f  Mi.  l.inri 

Very  rarely  two  more  or  less  perfect  hearts  are  found  in  the  same  thorax. 

MM.rostTti.ss  iik  tiik  IIkaiit.— (I)  There  is  a  smaller  or  larger  defect  in  the  walls 
of  tbe  thorax,  so  that  the  heart  proji-cts  on  the  outside  of  the  chest ;  the  pericardium  is 
usually  absent 

12)  The  diaphragm  is  absent,  and  the  heart  is  in  the  abdominal  cavity. 

(3)  The  heart  is  in  some  part  of  the  neck  or  head:  this  occurs  only  in  fwtuses  very 
much  malformed. 

_    - i.  Jour.  Med. 
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(4)  The  heart  is  transposed,  being  on  the  right  side. 

Abnormal  Size  of  the  Heart. — (1)  The  heart  may  be  abnormally  large  in  con- 
nection with  obstructive  anomalies  of  the  great  vessels. 

(2)  The  heart  may  be  abnormally  small  (hypoplasia).  This  abnormality  is  apt  to 
be  associated  with  the  so-called  status  lymphaticus  (see  page  887). 

Displacements  of  the  Heart. — Changes  in  the  position  of  the  heart  are  con- 
genital or  acquired.    The  congenital  malpositions  have  already  been  mentioned. 

The  acquired  malpositions  may  be  associated  with : 

1.  Hypertrophy  of  the  heart;  its  long  axis  approaching  the  horizontal  position. 

2.  Changes  in  the  thoracic  viscera.  Emphysema  of  both  lungs  may  push  the  heart 
downward.  Emphysema,  pleurisy  with  effusion,  or  pneumothorax  of  one  side  pushes 
the  heart  to  the  other  side.  Pleurisy  or  chronic  pneumonia,  producing  retraction  of  one 
side  of  the  thorax,  draws  the  heart  to  that  side.  New  growths,  aneurisms,  and  curva- 
tures of  the  spine  displace  the  heart  in  various  directions. 

8.  Changes  in  the  abdomen.  Accumulations  of  fluid  and  new  growths  in  the  ab- 
domen, and  tympanites,  may  push  the  heart  upward. 


WOUNDS  AND    RUPTURES. 

Wounds  of  the  heart  are  most  frequently  made  by  penetrating  instru- 
ments, by  bullets,  and  by  fragments  of  bone.  The  right  ventricle  is  the 
more  frequently  wounded;  next  the  left;  rarely  the  auricles.  The 
wound  may  penetrate  into  the  cavities  of  the  heart  or  pass  only  partly 
through  its  wall,  or  a  bullet  or  the  broken  end  of  a  weapon  may  be  em- 
bedded in  the  wall.  If  the  wound  penetrate  a  cavity  and  be  gaping, 
death  may  follow  instantly  and  the  pericardium  be  found  filled  with 
blood.  If  the  wound  be  small  and  oblique,  the  blood  may  escape  grad- 
ually and  death  may  not  ensue  for  several  days.  In  rare  cases  adhesions 
are  formed  with  the  pericardium  and  the  wound  cicatrizes.  Wounds 
which  do  not  penetrate  may  cause  deatli  by  the  inflammation  which  they 
excite,  or  they  may  cicatrize. 

Bullets  and  foreign  bodies  may  become  encapsulated  in  the  heart  wall 
and  remain  so  for  years. 

Eupture  of  the  heart  wall  occurs  in  various  ways: 

1.  Severe  contusions  of  the  thorax  may  produce  rupture,  usually  of 
one  of  the  auricles. , 

2.  Spontaneous  rupture  occurs  usually  in  advanced  life.  Kupture 
is  most  frequent  in  the  left  ventricle,  and,  in  a  considerable  proportion  of 
cases,  near  the  apex.  There  is  usually  one  rupture,  but  sometimes  there 
are  more.  The  rupture  is  usually  oblique  and  larger  internally  than  ex- 
ternally. The  heart  wall,  near  the  seat  of  rupture,  may  be  infiltrated  with 
blood,  or  blood  may  infiltrate  the  subpericardial  fat.  The  heart  wall 
maybe  of  normal  thickness,  or  thin;  it  is  usually  soft  and  in  a  condition 
of  fatty  infiltration  or  degeneration.  The  rupture  very  frequently  takes 
place  when  the  patient  is  quiet.  Death  may  be  almost  instantaneous  or 
may  not  ensue  for  several  hours. 

Fatty  degeneration  leading  to  rupture  of  the  heart  may  be  general,  or 
it  is  frequently  circumscribed  and  due  to  obliterating  endarteritis,  athe- 

1  For  bibliography  see  Newton,  Med.  Record,  June  17th,  1899. 
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roma,  thrombosis,  or  embolus  of  one  of  the  coronary  arteries,  whereby  a 
portion  of  the  heart  wall  is  deprived  of  nourishment  and  degenerates.  Or 
rnptnre  of  a  branch  of  one  of  the  coronary  arteries  may  induce  rapture 
of  the  heart  wall.  Acute  and  chronic  myocarditis,  with  or  without  the 
formation  of  abscess  or  cardiac  aneurism,  or  the  presence  of  tumors  in  the 
heart  wall,  or  hydatids,  may  lead  to  rupture.' 

3.  In  rare  cases  rupture   is  associated  with  stenosis  of  the  aorta  and 
dilatation  of  the  heart  cavities. 

4.  Rupture  of  the  papillary  muscles  and  tendons  may  be  due  to  fatty 
degeneration  or  inflammatory  or  ulcerative  processes. 


ATROPHY. 

Atrophy  of  the  walls  of  the  heart  may  be  accompanied  with  no  change 
in  the  size  of  its  cavities;  or  with  dilatation  ("passive  dilatation");  or, 
more  frequently,  with  diminution 
in  the  size  of  the  cavities. 

The    atrophy    involves    most 
frequently  all  the  cavities  of  the 
heart,  but  may  be  confined  to  one 
^  or  more  of  them. 

/  ^  A^/7Nv^EU^\v\4^-~-*  '^ne  lliuscuiar  tissue  appears 

^Hby  \\  /--^JxA-iJMfaT,  normal,  or  may  be  brown  from  the 
presence  of  little  granules  of  pig- 
ment in  the  muscle  fibres,  which 
are  sometimes  present  in  large 
numbers — broicn  atrophy;  or  the 
muscle  fibres  may  undergo  fatty 
degeneration ;  or  there  may  be  an 
abnormal  accumulation  of  fat. 
beneath  the  pericardium ;  or  there 
may  be  »  peculiar  gelatinous 
material  beneath  the  pericardium 
— this  consists  of  fat  which  has  undergone  mucous  degeneration.  The 
heart'  may  be  so  much  atrophied  as  to  weigh  only  four  ounces. 

Atrophy  of  the  heart  may  be  congenital ;  il  may  lw  associated  with 
repeated  hemorrhages  or  wasting  diseases,  or  senility,  with  chronic  i>eri- 
cardilis,  with  effusion,  with  obstructive  lesious  of  the  coronary  arteries, 
with  chronic  myocarditis,  or  mitral  stenosis. 

Atrophy  of  tho  Pericardial  Fat  Tisane  not  infrequently  occurs  in  per- 
sons emaciated  by  chronic  disease,  and  then  the  usual  situations  of  the 
fat  are  occupied  by  a  tissue  resembling  mucous  tissue  in  its  gross  charac- 
ters. Microscopical  examination  shows  that  in  this  atrophic  fat  the  fat 
cells  have  largely  lost  their  contents,  and  the  whole  tissue  has  undergone 
a  partial  reversion  to  its  embryonic  form  (see  Fig.  200). 

o  (tie  Heart."     Bnslon  Mud.  and 
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Hypertrophy  may  involve  the  walls  of  one  or  more  or  all  the  cavities 
of  the  heart.  While  the  wall  of  a  ventricle  is  thickened,  its  cavity  may 
retain  its  normal  size — simple  hypertrophy ;  or  be  dilated — excentric  hyper- 
trophy ;  or  it  may  be  contracted — concentric  hypertrophy. 

Care  should  always  be  exercised  in  judging  of  this  condition,  for  a 
firmly  contracted  heart  seems  to  have  a  small  cavity  and  thick  walls. 
The  existence  of  such  a  condition  as  concentric  hypertrophy  is  denied  by 
some  authors.  Excentric  hypertrophy  is  the  most  common  form.  Sim- 
ple hypertrophy  is  not  common,  but  may  occur  in  connection  with  the 
atrophied  kidneys  of  chronic  diffuse  nephritis.  The  muscle  tissue  in 
hypertrophied  hearts  is  firmer  and  denser  than  normal,  and  is  apt  to  have 
a  darker  color.  Fatty  degeneration  may,  however,  be  associated  with 
it,  giving  the  walls  a  lighter  appearance.  It  is  probable  that  the  increase 
of  tissue  in  the  hypertrophied  heart  wall  is  the  result  of  increase  both  in 
size  and  number  of  the  muscle  fibres. l 

Hypertrophy  of  both  ventricles  increases  both  the  length  and  breadth 
of  the  heart.  Hypertrophy  of  the  left  ventricle  (alone)  increases  its 
length.  The  apex  is  then  lower  and  farther  to  the  left  than  usual.  Hy- 
pertrophy of  the  right  ventricle  (alone)  increases  the  breadth  of  the 
heart  toward  the  right  side ;  but  sometimes  the  right  edge  of  the  heart 
retains  its  normal  situation  and  the  apex  is  displaced  to  the  left.  With 
large  hypertrophy  of  both  ventricles,  the  base  of  the  heart  may  sink,  so 
that  its  long  axis  approaches  a  horizontal  direction. 

Hypertrophied  hearts  may  weigh  from  forty  to  fifty  ounces,  or  even 
more. 

Hypertrophy  of  the  heart  may  depend  upon  a  variety  of  conditions 
which  increase  its  work. 

1.  Changes  in  the  valves;  either  insufficiency  or  stenosis  in  the 
valves  leading  from  a  cavity,  and  insufficiency  in  valves  leading  to  a 
cavity,  may  induce  hypertrophy  of  its  walls. 

2.  Obstruction  to  the  passage  of  blood  through  the  arterial  system, 
sis  in  arteriosclerosis  and  other  lesions  of  the  arteries;  congenital  or 
acquired  stenosis  of  the  aorta  or  other  vessels,  pressure  of  tumors,  etc., 
on  vessels.  Certain  forms  of  chronic  diffuse  nephritis,  especially  atro- 
phied kidneys,  lead  to  hypertrophy  of  the  left  ventricle,  and  sometimes 
secondarily  to  hypertrophy  of  the  right  ventricle. 

3.  Obstruction  to  the  passage  of  blood  through  the  pulmonary  artery 
by  stenosis  or  by  certain  diseases  of  the  lungs,  particularly  emphysema 
and  chronic  phthisis,  may  lead  to  hypertrophy  of  the  right  ventricle, 
and,  secondarily,  of  the  right  auricle  and  left  ventricle. 

4.  Any  cause,  whether  muscular  or  nervous,  which  increases  the  ra- 
pidity and  force  of  the  heart's  contractions,  may  induce  hypertrophy. 

1  For  a  suggestive  study  of  cardiac  hypertrophy  see  Welch,  "Adaptation  in  Patho- 
logical Processes."    Trans.  Congr.  of  American  Physicians  and  Surgeons,  vol.  iv.,  1897. 
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5.  Dilatation  of  the  ventricles,  from  any  cause,  is  frequently  followed 
by  hypertrophy. 

6.  Pericarditis  may  lead  to  hypertrophy  by  inducing  softening  and 
dilatation  of  the  ventricles,  or  by  leaving  adhesions  which  obstruct  the 
heart's  action.     Chronic  myocarditis  also  may  lead  to  hypertrophy. 

Finally,  for  some  cases  of  hypertrophy  no  satisfactory  cause  can  be 
found. ' 

It  should  be  borne  in  mind  that  an  increase  in  the  amount  of  fat  in 
and  about  the  heart  may  make  the  organ  appear  larger,  when  there  may 
be  actually  a  considerable  decrease  in  the  amount  of  muscle  tissue. 

DILATATION. 

Dilatation  may  be  combined  with  hypertrophy — active  dilatation ;  or 
there  may  be  no  increase  of  muscle  tissue,  but  a  thinning  of  the  walls 
proportionate  to  the  dilatation  of  the  cavity — passive  dilatation. 

Either  one  or  all  of  the  heart  cavities  may  be  dilated,  the  auricles 
most  frequently ;  next  the  right  ventricle ;  least  often  the  left  ventricle. 

Active  dilatation  has  been  considered  under  hypertrophy. 

Passive  dilatation  may  be  associated  with : 

1.  Changes  in  the  valves.  Mitral  or  aortic  stenosis  or  insufficiency 
may  lead  to  dilatation  of  the  auricles  and  right  ventricle.  Pulmonary 
stenosis  or  insufficiency  may  lead  to  dilatation  of  the  right  auricle  and 
right  ventricle.  Aortic  insufficiency,  with  or  without  stenosis  or  mitral 
insufficiency,  may  lead  to  dilatation  of  the  left  ventricle.  Dilatations 
under  these  conditions  are  often  succeeded  and  compensated  for  by 
hypertrophy  of  the  heart  walls. 

2.  Changes  in  the  muscle  tissue  of  the  heart  walls.  Serous  infiltra- 
tion from  pericarditis,  myocarditis,  fatty  degeneration  and  infiltration, 
atrophy  of  the  muscle  fibres,  may  all  lead  to  dilatation. 

3.  A  heart  which  is  already  hypertrophied  may,  from  degeneration 
of  the  muscle,  liecomc  dilated. 

4.  Acute  exudative  inflammations  of  the  lungs  and  acute  pleuritic 
exudations,  by  rendering  a  large  number  of  vessels  suddenly  imperme- 
able to  the  blood  current,  may  produce  sudden  stasis  in  the  pulmonary 
artery  and  dilatation  of  the  right  heart. 

5.  There  are  curious  and  often  serious  cases  of  acute  and  chronic 
dilatation  of  the  ventricles  for  which  no  mechanical  explanation  is  found. 

CHANGES   IN  THE   HEART  VALVES. 

Fenestration  of  the  valves  is  usually  a  change  of  no  practical  impor- 
tance. It  ocelli's  very  frequent ly  in  the  aort ic  and  pulmonary  valves.  The 
valves  may  1h»  thinner  than  usual,  and  close  to  their  fret*  edges  are  small 
slits  extending  from  the  centre  to  the  attached  edges  of  a  leaf  (Fig.  208). 

1  HmrartV*  tahK1  of  1(V>  eases  of  cardiac  hypertrophy  shows  its  association  with 
arteriosclerosis  in  T>9  per  cent :  with  nephritis  in  13.4  per*  cent:  with  valvular  lesion  in 
12.4  percent.     Johns  Hopkins  Hospital  Reports,  vol.  iii.,  p.  265. 
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Aneurism*  of  the  valves  are  formed  in  two  ways: 

1.  They  are  the  result  of  endocarditis.  One  of  the  lamellae  of  the 
leaf  of  a  valve  is  destroyed,  and  the  other  lamella  is  converted  into  a  sac 
filled  with  blood.  These  aneurisms  are  found  in  the  aortic  valve,  pro- 
jecting into  the  ventricle;  and  in  the  mitral  valve,  projecting  into  the 
auricle.  Not  infrequently  the  wall  of  the  aneurism  gives  way,  so  that 
there  is  a  rupture  entirely  through  the  valve. 

2.  The  entire  thickness  of  a  leaf  of  a  valve  is  pouched,  forming  a  sac 
rilled  with  blood.     This  occurs  in  the  aortic,  mitral,  and  tricuspid  valves. 

Hemorrhage  in  the  substance  of  the  valves  is  sometimes  found  in  very 
young  children. 

ANEUBI8X    OF   THE   HEABT. 

Sacs  filled  with  blood,  situated  in  the  walls  of  the  heart  and  communi- 
cating with  its  cavities,  are  formed  in  several  different  ways. 

1.  In  interstitial  myocarditis  a  small  or  large  portion  of  the  wall  may 
be  replaced  by  fibrous  tissue,  and  this  yielding  to  the  pressure  of  the 
blood  from  within,  may  be  pressed  outward.  Such  a  pouch  may  be  a 
circumscribed  sac  communicating  with  the  heart  cavity  by  a  small  open- 
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ing,  or  may  be  a  simple  dilatation  of  part  of  the  ventricle.  The  wall  of 
such  an  aneurism  becomes  thinner  as  the  sac  increases  in  size.  It  is  com- 
posed of  the  endocardium,  new  fibrous  tissue,  visceral  pericardium,  and 
sometimes  the  sidherent  parietal  pericardium.  The  walls  may  calcify,  or 
rarely  they  become  so  thin  as  to  rupture  externally  or  iuro  the  right  ven- 
tricle.    The  sacs  may  contain  fluid  blood  or  be  filled  with  fibrin. 

Such  aneurisms  are  usually  situated  in  the  wall  of  the  left  ventricle; 
rarely  in  that  of  the  left  auricle.  If  they  are  in  the  septum  they  may 
project  into  the  tight  ventricle  or  auricle  (Fig.  210).  They  are  usually 
single,  but  sometimes  two  or  three  are  found  in  the  same  heart. 

2.  Fatty  degeneration  of  the  heart  wall  may  reach  such  a  degree  that 
the  wall  yields  and  is  pouched  out  into  an  aneurismal  sac. 

3.  Endocarditis  aud  myocarditis,  or  fatty  degeneration,  may  so  soften 
a  portion  of  the  heart  wall  that  the  endocardium  and  part  of  the  muscu- 
lar tissue  are  ruptured  and  a  ragged  cavity  is  formed.  This  form  of  an- 
eurism usually  does  not  attain  a  large  size,  but  soon  ruptures  externally 
aud  causes  the  death  of  the  patient. 

Small  aneurisms  of  the  sinus  of  Valsalva  arc  of  occasional  occurrence. 


THBOMB08IS   OF   THE   HEART. 

It  is  common  to  find  after  death,  in  the  heart  cavities,  yellow,  succu- 
lent, semi -translucent  masses.  They  are  most  common  and  of  firmest 
texture  in  persons  who  die  of  acute  inflammatory  diseases.  They  may 
adhere  quite  firmly  to  the 
walls  of  the  heart,  and  may 
extend  in  long,  branching 
cords  into  the  vessels.  They 
are  formed  in  the  last  hours 
of  life  and  just  after  death. 
They  have  no  clinical  or  pa- 
thological importance. 

Coagula  of  the  fibrin  of  the 
blood  in  the  heart  do,  how- 
ever, form  during  life,  and 
may  exist  for  years.  If  the 
fibrin  adheres  to  the  valves  in 
small  masses  these  are  called 
vegetations;  if  it  coagulates 
in  the  heart  cavities  in  larger 
bodies! hey  an1  called  thrombi 
or  heart  polypi. 

Such    thrombi    are  found 

in    all    the     heart     cavities. 

They   form    flattened  masses 

firmly  adherent  to  the  eildo- 

T)IM»n.mM<>-.v,lHli,.rk'«dinniiar.wiaHwi«tiB»fM.       eardium;  or  rounded    bodies 
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in  the  spaces  between  the  trabecular ;  or  have  a  polypoid  shape  ami  are 
attached  by  a  narrow  pedicle  (Fig.  211 ),  or  very  rarely  are  globular  and 
free  in  the  cavity  of  the  auricle  (Fig.  212).     Cardiac  thrombi  are  most 


FIG.  212.— LilM 


frequent  in  the  auricular  appendages  and  between  the  coluiunte  c 
near  the  apices  of  the  ventricles. 

They  are  usually  found  in  connection  with  some  valvular  lesion  (Fig. 
213),  which  involves  a  roughening  of  the  surface,  or  prevents  the  free 
circulation  of  blood  through  the  heart.' 

Old  cardiac  thrombi  are  firm,  dry,  and  of  a  whitish  color;  they  may 
soften  and  break  down  at  their  centres,  so  as  to  look  like  cysts  filled 
with  pus,  or  they  may  calcify.  They  are  usually  entirely  unorganized, 
consisting  simply  of  fibrin,  but  may  become  organized. 

Cases  are  reported  of  organized  thrombi  in  the  auricles,  the  seat  of 
tuberculous*  inflammation.' 

1  For  a  sillily  of  cartliac  thrombosis  see  Martin  and  Jiennie,  Lancet,  1HS9,  H..  p.  782. 
Bee  also  Welch  in  Allbutt's  "  System  of  Medicine,"  vol.  vi.,  p.  182. 

'  Kotlar,  Ref.  CM.  f.  Bak.,  Abtli.  1,  1W.  sv„  p.  498,  IBM;  also  Mrner,  I.  r.,  p.  406. 
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Sometimes  sarcomatous  and  carcinomatous  tumors  in  different  parts 
of  the  body  are  accompanied  by  the  formation  of  thrombi  in  the  heart 


FlO.  213.-THROMHi:s  FORM1CD  01 


cavities,  which  are  composed  partly  of  coagulated  blood,  partly  of  tis- 
sue like  that  of  the  primary  tumor. 


S:$&j$0M- 


DEGENERATION. 

Albuminous  Degeneration.  (Parenchymatous  Degeneration.) — This  le- 
sion frequently  occurs  in  diphtheria,'  typhoid  and  typhus  fever,  pya?mia, 
erysipelas,  and  other  infectious  diseases,  as  a  result  of  burns,  and  under  a 
variety  of  other  conditions.  It  is  characterized  by  the  presence  in  the 
muscle  fibres  of  the  heart  of  greater  or  less  mimbers  of  albuminous  gran- 
ules of  various  sizes,  most  of  them  very  small.  They  are  not  as  ref motile 
as  fat  droplets,  and  are  insoluble  in  ether,  while  swelling  up  and  be- 
coining  almost  invisible  under 
.**)  the  influence  of  acetic  acid. 
s'xtfVS  Sometimes  they  are  so  abun- 
j|£Sg£iiiv  dant  as  to  conceal  the  stria- 
3(R- '''■■''  lions  of  the  fibres.  The  de- 
-  ;v'.'''"V~  '  f;'    •"'»" '        i         genenition  is  usually  quite  uni- 

'■'■  ;.'-.-,*  v:o»        '.':-        ''*  fitrnily   diffused    through    the 

V&Ma;'ti'  V     .-        ".-  ';■!<£$  heart,   whose  walls  are  softer 

/;- -;'.         ,-'"*''-■-"",  "Ian  normal  and  of  a  grayish 

' '"  ■'"-":,* .       ..'.-.."■'  *-;  rolor.     This  lesion  may  be  as- 

**■■'*•'"  sociated  with    or    followed  by 

Fm.  814.- Patty  Hk<;e.ni:batios  of  Heart  MrscLK.       fatty  degeneration. 

Fatty  Degeneration    of   the 
Heart  Muscle. — This  consists  in  the  transformation  of  portions  of  the  mus- 
cle fibres  of  the  heart  into  fat,'  which  collects  in  the  fibres  in  larger  and 
smaller  droplets,  sometimes  few  in  number,  sometimes  so  abundant  as 
1  See  reference,  p.  236,  '  Sec  in  this  couni-ctlon,  p.  80. 
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entirely  to  destroy  or  conceal  the  normal  striatums  (Fig.  214).  These 
droplets  are  soluble  in  ether,  and  remain  unchanged  on  treatment  with 
acetic  acid.  This  degeneration  is  sometimes  quite  universal,  bat  is  mom 
apt  to  occur  in  patches,  giving  the  heart  muscle  a  mottled  appearance. 
This  mottling  may  usually  be  best  seen  on  the  papillary  muscles.  The 
degenerated  areas  have  a  pale  yellowish  color,  ami  the  muscle  tissue  is 
soft  and  flabby;  but  when  moderate  or  alight  in  degree  the  gross  appear- 
ance may  be  little  changed,  and  the  microscopical  examination  be  neces- 
sary for  its  determination.     This  degeneration  may  lead  to  thinning  of 


tin-  walls,  or  to  rupture  of  the  heart,  or  to  inability  tO  fulfil  its  functions. 
It  is  not  infrequently  the  cause  of  sudden  death, 

Fatty  degeneration  may  be  secondary  to  hypertrophy  of  the  heart,  to 
inflammation  of  the  heart  muscle,  or  to  pericarditis;  to  disturbances  of 
the  circulation  in  the  coronary  arteries  by  inflammation,  atheroma,  etc. 
It  may  be  due  to  deteriorated  conditions  of  the  blood  in  wasting  diseases, 
excessive  haemorrhages,  exhausting  fevers,  leukiemia,  etc..  to  poisoning 
with  phosphorus  and  arsenic,  and  to  the  toxins  of  microbic  origin  de- 
velo|>ed  in  infectious  diseases,  such  as  diphtheria,  scarlatina,  typhoid 
fever,  etc'     It  may  occur  in  otherwise  apparently  healthy  persona 

Fatty  Degeneration  of  the  Endocardium.— It  is  mil  uncommon  to  tind, 
especially  in  elderly  persona,  fatly  degeneration  occurring  in  patches, 
especially  on  the  valves,  bul  also  on  the  general  endocardium.  It  may 
also  occur  in  ill-nourished  and  anemic  individuals.  Small,  or  even 
considerable,  areas  of  fatty  degeneration  appear,  as  a  rule,  to  lie  of  lit- 
tle or  no  clinical  significance.     They  an- at    least  not    inconsistent    wilh 

1  Commit  Fltmtr,  JohM  Hopkins  Hospital  Bulletin,  vol.  v.,  p.  ->e.  1804. 
2fi 
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perfect  health.  In  these  areas  of  fatty  degeneration  the  connective- 
tissue  cells  are  more  or  less  completely  filled  with  larger  and  smaller  fat 
droplets. 

Amyloid  Degeneration  of  the  endocardium  or  the  walls  of  the  blood- 
vessels and  intermuscular  connective- tissue  septa  is  a  not  very  infre- 
quent, but  usually  not  very  important  lesion. 

Hyalin  Degeneration  sometimes  occurs  in  the  blood-vessels  and  in  the 
muscle  fibres. 

There  may  be  calcification  of  the  products  of  inflammation  in  pericar- 
ditis, or  of  connective-tissue  membranes  in  chronic  pericarditis;  in  the 
latter  case  the  heart  may  be  more  or  less  enclosed  by  a  calcareous  shell. 
The  muscle  fibres  of  the  heart  wall  may,  though  rarely,  become  densely 
infiltrated  with  salts  of  lime. 

Fatty  Infiltration. — This  lesion,  which  should  be  clearly  distinguished 
from  fatty  degeneration,  consists  of  an  unusual  accumulation  of  fat 
about  the  heart  and  between  its  muscle  fibres. 

The  subpericardial  fat,  which  may  be  present  in  considerable  quantity 
under  normal  conditions,  may  be  so  greatly  increased  in  amount  as  to 
form  a  thick  envelope  enclosing  nearly  the  entire  organ.  Sometimes  the 
accumulation  of  fat  extends  into  the  walls  of  the  heart,  between  the 
muscles,  causing  atrophy  of  the  latter,  frequently  to  a  very  great  extent 
(Fig.  215),  so  that  the  function  of  the  heart  is  seriously  interfered  with. 
This  occurs  sometimes  in  general  obesity,  or  as  a  result  of  chronic  peri- 
carditis, or  in  drunkards,  or  in  debilitated  or  old  persons. 

SEGMENTATION  AND  FRAGMENTATION    OF    THE    MYOCARDIUM. 

Attention  has  been  called  by  a  number  of  observers  to  a  condition  of 
the  heart  muscle  sometimes  observed,  it  is  said,  in  acute  infectious  dis- 
eases, in  acute  and  chronic  diseases  of  the  central  nervous  system,  and 
in  sudden  death  from  a  variety  of  causes.  The  muscle  tissue  is  soft,  fri- 
able, opaque,  and  often  yellowish.  Examination  shows  a  loosening  of 
the  muscle  cells  from  one  another,  as  if  by  some  change  in  the  cement 
substance — segmentation — or  the  fibres  may  be  broken  across— fragmenta- 
tion. The  significance  of  this  alteration  is  not  yet  fully  established,  for 
though  in  some  cases  it  is  associated  with  degeneration  and  other  changes 
in  the  heart  muscle,  in  others  these  are  not  present  and  the  alteration 
may  be  agonal,  or  it  may  in  some  instances  be  due  to  post-mortem 
changes. ' 

THROMBOSIS    AND    EMBOLISM    OF    THE    CORONARY    ARTERIES. 

Thrombosis. — This  may  occur  in  association  with  endarteritis  of  the 
coronaries  or  from  their  occlusion  at  their  orifices,  either  by  inflammation 
of  the  aorta  or  by  vegetations  or  clots  on  the  aortic  valves.     While  the 

•Consult  Hekt'H'n,  Am.  Jour.  Med.  Sciences,  vol.  cxiv.,  p.  .">oo,  1897,  bibliography. 
MacCalbiin,  Jour.  Exp.  Med.,  vol.  iv..  p.  409,  1899,  bibliography. 
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blocking  of  one  main  trunk  of  the  coronary  artery  may  cause  sudden 
death  this  is  not  always  the  case.  The  interventricular  branch  of  the 
left  coronary  artery  is  the  most  frequent  seat  of  thrombosis,  so  that  in- 
farction which  usually  follows  thrombosis  is  most  often  situated  in  the 
anterior  wall  of  the  left  ventricle  and  the  lower  portion  of  the  interven- 
tricular septum.  The  characters  of  such  infarctions  and  the  processes 
which  follow  are  given  below. 

Embolism  of  the  coronary  arteries  is  much  less  common  than  thrombo- 
sis and  may  be  followed  by  similar  lesions  of  the  myocardium.  Infec- 
tive emboli  are  frequent  excitants  of  suppurative  lesions  of  the  myocar- 
dium. 

inflammation. 

Myocarditis. 

The  inflammatory  changes  iu  the  walls  of  the  heart  involve  primarily 
the  interstitial  tissue  and  blood-vessels,  the  muscle  fibres  being  secon- 
darily affected  by  atrophic  and  degenerative  changes. 

Interstitial  Myocarditis  may  be  acute  and  suppurative,  or  chronic  with 
the  formation  of  new  connective  tissue. 

Acute  Suppurative  Myocarditis  may  be  diffuse,  infiltrating  the  wall  of 
the  heart  with  pus.    This  may  occur  as  a  complication  of  infectious  dis- 


Fco.  aid.— bacterial  embolus  is  hhjrt  uixcue. 

The  barterla  have  multiplied  since  lodgment  In  the  email  vessel.  so  Lbat  the  latter  1b  widely  distended.    The 

surrounding  muscle  Is  necrotic. 

eases,  such  as  scarlatina,  diphtheria,  typhoid  fever,  gonorrhoea, '  or  may 
be  associated  with  ulcerative  endocarditis. s 

More  frequently  the  suppurative  inflammation  is  circumscribed,  re- 
sulting in  abscesses.  These  occur  with  pyaemia,  mycotic  ulcerative  endo- 
carditis, and  other  infectious  diseases.  They  are  of  different  sizes  and 
either  single  or  multiple.     They  are  produced  by  the  lodgment  of  infec- 

'For  a  consideration  of  gonorrhttal  myocarditis,  consult  Councilman,  American 
Journal  of  the  Medical  Sciences,  vol.  cvi..  p.  277.  1803. 

*  For  a  special  study  of  this  mode  of  origin  see  Josnerand  and  Bonnet.  Arch,  de 
Medicine  exp.  et  d.  Path,  anat.,  t.  si.,  p.  570,  1890. 
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tious  emboli  in  small  vessels.  There  is  at  first  necrosis  of  the  muscle 
fibres  near  the  bacterial  mass  (Fig.  216),  followed  by  local  suppuration 
and  the  formation  of  abscess.  The  contents  of  the  abscesses  consist  of 
pus,  broken-down  muscle  tissue,  and  bacteria.1  These  abscesses  may 
open  into  the  pericardial  sac  and  set  up  a  purulent  pericarditis ;  or  into 
a  heart  cavity,  giving  rise  to  thrombi  in  the  heart  and  infective  emboli  in 
different  parts  of  the  body ;  or  the  wall  of  the  heart  is  weakened  by  the 
abscess  so  that  it  ruptures,  or  an  aneurismal  sac  is  formed ;  or  an  abscess 
in  the  interventricular  septum  may  establish  an  opening  between  the 
ventricles ;  or  the  suppurative  process  may  extend  upward  and  form  an 
abscess  in  the  connective  tissue  at  the  base  of  the  heart.  Streptococcus 
and  staphylococcus  pyogenes  are  the  most  common  excitants. 

In  rare  cases  the  patients  recover,  the  contents  of  the  abscesses  be- 
come dry  and  hard,  and  enclosed  by  a  wall  of  fibrous  tissue,  or  the  con- 
tents may  be  absorbed  and  the  whole  replaced  by  fibrous  tissue. 

Chronic  Interstitial  Myocarditis  may  be  associated  with  chronic  peri- 
carditis or  endocarditis ;  but  in  a  large  proportion  of  cases  it  occurs  in 
connection  with  lesions  of  the  coronary  arteries. 

When  through  obliterating  endarteritis,  atheroma,  thrombosis,  or 
embolus  of  a  branch  of  the  coronary  arteries,2  the  blood  supply  is  cut  off 
from  a  circumscribed  portion  of  the  heart  wall,  the  tissue  in  the  affected 
area  may  undergo  fatty  degeneration,  leading  to  rupture.'  Or,  instead 
of  extensive  fatty  degeneration,  the  cutting  off  of  the  blood  supply  from 
a  limited  region  may  result  in  necrosis — white  infarction.  These  areas, 
grayish  in  color,  often  slightly  projecting  from  the  surface,  are  fre- 
quently surrounded  by  a  red  zone  of  hyperemia.  The  uuclei  of  muscle 
and  fibrous  tissue  fail  to  stain,  the  muscle  cells  become  necrotic,  lose 
their  striat ion  and  degenerate,  and  may  beabsorl>ed  or  gradually  replaced 
by  fibrous  tissue.  When  larger  areas  are  involved,  the  muscle  fibres 
may  break  down  into  a  granular  detritus  and  the  connective  tissue  about 
them  suffer  degeneration  or  necrosis,  so  that  the  whole  affected  area  may 
be  soft  and  yellowish-white  or  grayish  in  color.  If,  as  not  infrequently 
occurs,  there  is  considerable  extravasation  of  blood,  the  degenerated 
area  mav  be  of  a  dark  red  color.4  Under  these  conditions  the  heart  wall 
may  rupture,  or  acute  inflammatory  processes  may  occur,  or  the  de- 
generated tissue  may  be  gradually  absorbed  and  replaced  by  granula- 
tion tissue  formed  from  the  surrounding  fibrous  tissue  and  blood-vessels. 

1  For  ii  detailed  consideration  of  the  formation  of  such  embolic  abscesses,  see  p.  113. 

*  Accord  in  g  to  Sternberg,  the  right  coronary  artery  supplies  the  following  regions 
of  the  heart  most  of  the  right  auricle;  the  posterior  part  and  most  of  the  anterior  part 
of  the  right  ventricle;  most  of  the  interauricular  and  interventricular  septa;  the  pos- 
terior part  of  the  left  ventricle  and  the  posterior  papillary  muscles.  The  remainder  of 
the  heart  is  supplied  by  the  left  coronary  artery. 

While  there  are  superficial  anastomoses  between  the  larger  trunks  of  the  coronary 
arteries,  their  branches  do  not  communicate  after  they  enter  the  heart  muscle. 

a  Through  the  Thebesian  vessels  sufficient  nutriment  mav  reach  the  mvocardium  to 
maintain  the  muscle  for  a  time,  even  with  considerable  lesion  of  the  coronary  arteries. 
See  Pratt.  American  Journal  of  Physioloirv,  vol.  i.,  p.  Stf.  1H9S.  Also  Baumgarten, 
ibid.,  vol.  ii..  p.  243,  1899. 

4This  condition  of  the  heart  is  often  called  "myomalacia." 


THE  CIRCULATORY  SYSTEM.  405 

This  gradually  grows  dense,  shrinks,  and  assumes  the  characters  of  cica- 
tricial tissue. 

This  may  occur  in  any  part  of  the  heart  wall  or  in  the  papillary  mus- 
cles, but  is  most  common  in  the  region  supplied  by  the  anterior  coronary 
arteries.  When  the  heart  wall  is  involved  the  new-formed  connective 
tissue  may  yield  to  the  blood  pressure  from  within  and  aneurism  of  the 
heart  be  formed. 

Impaired  nutrition  of  a  portion  of  the  heart  wall  as  the  result  of  nar- 
rowing or  obliteration  of  the  coronary  arteries  or  their  branches,  whether 
it  lead  to  such  extreme  lesions  as  those  just  described,  or  to  fatty  degen- 
eration, or  to  atrophy  of  the  muscle  cells  with  a  production  of  new  con- 
nective tissue,  is  of  great  significance,  aud  it  may  be  the  dominant  factor 
in  many  cases  of  sudden  death. 

Occasionally  there  is  a  formation  of  new  connective  tissue  iu  the 
myocardium  as  well  as  in  the  endocardium  without  evident  lesion  of  tne 
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coronary  arteries  or  the  above-mentioned  conditions.  This  growth  may 
be  iu  the  form  of  circumscribed  patches  (Fig.  217),  or  diffused  over  a 
considerable  part  of  the  wall  of  the  heart ;  in  both  instances  with  atrophy 
of  the  muscle.  Such  an  interstitial  inflammation  is  often  followed  by 
dilatation  of  the  cavities  of  the  heart,  by  the  formation  of  aneurisms  of 
the  wall  of  the  heart,  and  of  thrombi  in  the  cavities  of  the  heart. 

It  is  believed  by  many  observers  that  the  new  connective  tissue  which 
develops  in  the  heart  in  connection  with  atrophy  of  the  muscle  fibres,  as 
a  result  of  impaired  nutrition  due  to  a  narrowing  of  the  lumen  of  the 
coronary  arteries,  is  not  in  the  stricter  sense  inflammatory  in  its  nature, 
but  is  rather  a  fibrous  hyperplasia,  the  new-formed  connective  tissue  form- 
ing secondarily,  to  replace  the  muscle  fibres  which  have  atrophied.  It 
is  interesting  in  this  connection  to  note  that  under  these  conditions  the 
muscle  fibres  immediately  beneath  the  endocardium  and  close  around  the 
blood-vessels  where  the  nutritive  supply  is  most  abundant  are  often  not 
atrophied,  nor  is  the  growth  of  connective  tissue  marked. 
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Tuberculous  Myocarditis  is  of  occasional  occurrence  and  may  Ik;  asso- 
ciated with  tuberculosis  of  the  pericardium  or  endocardium. ' 

Syphilitic  Myocarditis  is  iiccompanie4l  by  the  growth  of  connective  tis- 
sue or  granulation  tissue  ill  the  wall  of  the  heart  between  the  muscle 
fibres.  The  [>erieardium  and  endocardium  may  also  be  thickened,  and 
pericardial  adhesions  may  be  formed.  Gummata  of  the  heart  are  of  rare 
occurrence.  * 


Endocarditis. 

The  endocardium  is  a  connective-tissue  membrane  containing  but  few 
blood-vessels  which  lines  the  cavities  of  the  heart  and  forms  its  valves. 
Its  inner  surface  is  covered  with  a  layer  of  endothelial  cells.  The  cuu- 
nective-tissue  cells  and  basement  substance  are  principally  concerned  in 
the  inflammatory  processes.  The  new  tissue  thus  produced  is  prone  to 
degeneration  and  calcification. 
The  roughening  of  the  endo- 
cardium due  to  the  inflammation 
often  leads  to  the  formation  of 
fibrin  on  the  affected  surface. 

The  endocardium  which 
forms  the  valves  is  that  which 
is  most  frequently  involved,  but 
the  other  portions  of  it  are  by  no 
means  exempt. 

In  ftetal  life  it  is  the  endo- 
cardium of  the  right  heart,  in 
extra- uterine  life  that  of  the  left 
heart,  which  is  usually  affected. 
1.  Simple  Acute  Endocarditis. 
— This  is  frequent  with  rheuma- 
tism, but  may  occur  under  other 
conditions.  It  may  occur  in  a 
heart  previously  healthy,  or  in 
one  already  the  seat  of  chronic 
endocarditis. 

In  some  cases  the  only  lesion 
is  ii  simple  swelling  of  the 
valves.  These  are  thick  and 
succulent,  but  their  surfaces  remain  smooth.  The  Itascment  substance  is 
swollen,  and  there  is  a  moderate  production  of  new  connective-tissue 
cells.  In  other  cases  the  growth  of  connective -tissue  cells  is  more  marked, 
the  basement  substance  is  split  up.  and  little  cellular  fungous  masses  of 
connective  tissue  called  "vegetations,"  project  from  the  free  surface  of 
f  !]..■  Heart.'     Reports  of  tin-  Boston  City  Hospi- 
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the  endocardium.  On  these  roughened  surfaces  the  fibrin  of  the  blood  is 
deposited,  and  thus  vegetations  of  considerable  size  may  be  formed  (see 
Fig.  218).  In  still  other  cases  the  cell  growth,  while  in  some  places 
forming  vegetations,  in  other  places  degenerates,  and  thus  portions  of 
the  valves  are  destroyed.     This  is  simple  acute  ulcerative  endocarditis. 

In  some  cases  of  this  disease  the  patients  recover  and  the  valves  seem 
to  return  to  a  normal  condition ;  in  other  cases  the  valves  are  left  perma- 
nently damaged ;  and  in  still  others  chronic  endocarditis  follows  the 
acute  form. 

2.  Mycotic  or  Malignant  Endocarditis  (Malignant  Ulcerative  Endocardi- 
tis). 

The  direct  excitants  of  simple  acute  endocarditis  of  the  forms  described 
above  are  unknown,  but  in  a  considerable  number  of  cases  of  acute 
endocarditis  bacteria  have  been  found  in  and  about  the  vegetations,  and 
proved,  by  careful  experiments,  to  stand  in  a  causative  relation  to  the 
lesion. 

Those  cases  of  acute  endocarditis  in  which  the  lesions  are  induced  by 
the  direct  action  of  bacteria  are  called  mycotic  or  malignant  endocarditis  ; 
or,  since  the  new-formed  as  well  as  the  old  tissue  about  the  bacteria  is 
apt  to  become  necrotic  and  thus  lead  to  larger  or  smaller  losses  of  sub- 
stance, the  lesion  is  often  called  malignant  ulcerative  endocarditis.  Cases 
of  multiple  aneurism  in  connection  with  mycotic  endocarditis  have  been 
reported.  Various  species  of  bacteria  may  be  excitants  of  malignant 
endocarditis. 

It  is  most  commonly  induced  by  Staphylococcus  pyogenes  aureus  and 
Streptococcus  pyogenes.  Micrococcus  lanceolatus,  B.  typhosus,  B.  tu- 
berculosis,  B.  anthracis,  Micrococcus  gonorrhoeae, l  and  others  have  been 
occasionally  found.2 

It  has  been,  furthermore,  found  that  a  lesion  or  injury  of  the  endo- 
cardium, either  on  the  heart  valves  or  elsewhere,  predisposes  to  the  lodg- 
ment and  growth  upon  it  of  pathogenic  bacteria  when  once  they  have 
gained  access  to  the  circulating  blood.8 

Mycotic  endocarditis  is  frequently  a  secondary  complicating  lesion, 
but  may  occur  as  a  primary  disease.  It  is  most  apt  to  be  associated 
with  the  acute  infectious  diseases,  and  may  be  one  of  the  local  manifes- 
tations of  pyaemia. 

In  some  cases  there  is  a  formation  of  new  tissue  in  the  form  of  organ- 
ized vegetations  on  the  valves  or  general  endocardium ;  in  other  cases 
necrosis  either  of  the  new-formed  or  the  old  tissue  is  the  most  marked 
feature.  Thrombi  are  apt  to  form  on  the  affected  surfaces  and  often 
largely  make  up  the  so-called  vegetations.  The  mitral  and  aortic  valves 
are  frequently  the  seat  of  the  lesion,  but  it  may  occur  elsewhere. 

1  For  references  and  bibliography  of  gonorrhopal  endocarditis  see  Lartigait,  Am. 
Jour.  Med.  Sciences,  vol.  cxxi.,  p.  52,  1901. 

2  For  a  general  consideration  of  the  pathology  of  infective  endocarditis  see  Wn*h- 
hourn  and  others,  Brit.  Med.  Jour.,  November  4,  p.  1269,  1899. 

2  For  a  study  of  local  predisposing  factors  in  malignant  endocarditis  see  Prudden, 
Am.  Jour.  Med.  Sciences,  vol.  xciii.,  p.  55,  1887. 
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Detachment  of  bacteria  containing  fragments  of  the  vegetations  or 
c.lote  may  give  rise  to  single  or  multiple  infectious  emboli  and  abscesses 
in  rarioUB  parts  Of  the  body,  such  as  Hie  spleen,  kidneys,  brain,  skin. 
bear)  "all.  etc  Bacteria  similar  to  those  in  the  heart  lesion  may  !«■ 
found  in  these  secondary  abscesses. 

It  is  probable  that  abscesses  in  ulcerative  endocarditis  do  not  always 
arise  from  cardiac  emboli,  but  may  lnwede  the  heart  lesion. 

3.  Chronic  Endocarditis  may  succeed  acule  emhieardilis,  or  the  inflam- 
mation may  be  chronic  from  the  oulsel.      It  affects  most  frequently  the 

aortic  and  mitral  valves,  and  the  endocardium 
of  the  left  auricle  and  ventricle;  similar 
changes  in  the  light  side  of  the  heart  being 
much  less  frci|iieiit. 

There  are  two  main  anatomical  varieties 
of  chronic  endocarditis,  which  may  occur 
separately  or  together. 

(1;  The  endocardium  is  thick  and  dense, 
lis  surfaces  arc  smooth  or 
covered  with  small,  hard 
vegetations  or  ridges  (Fig. 
219);  il  is  often  infiltrated 
with  the  salts  of  liiuc. 

(Ui  There  is  a  growth 
of  connectLve-tfaeoe  cellsin 
the  endocardium,  with  a 
splitting  up  of  the  base 
nicnl  substance.  Soma  of 
the  new  cells  continue  to 
lire,     others    degenerate. 

Tty  tin-  coiubiiiaii f  such  a  cell  growth  and 

destruction  the  endocardial  is  in  some  places 
destroyed,  in  others  changed  into  projecting 
vegetations  (see  Pig,  2'_'o  i.  Fibrin  is  depoa 
ited  on  the  roughened  surfaces  (Fig.  291  1- 
After  a  time  the  condition  may  lie  further 
complicated  by  Ihe  shrinkage  and  deposition 
of  the  salts  of  lime  in  the  new  tissue  and  in 
the  i-iidiieanliiiiii.  All  these  changes  may  extend  to  the  wall  of  the  heart 
beneath  the  endocardium. 

The  most  important  result  of  chronic  endocarditis  is  its  effect  on  the 
heart  valves,  producing  insufficiency  and  stenosis.  The  changes  in  the 
valves  ore  followed  by  changes  in  the  walls  and  cavities  of  the  heart,  and 
disturbances  of  the  circulation  throughout  the  body. 

4.  Chronic  Ulcerative  Endocarditis, — Large  ulcers  or  perforations  of 
i lie  reives  may  l>e  formed  in  chronic  endocarditis,  upon  which  clots  may 
form,  so  that  in  gross  appearance  a  great  similaiilv  exists  between  this 
and  malignant  nlcerativf  endocarditis,  particularly  if  the  latter  bare  beau 


Km.  SI  if.    crmnvii    Fvum mi 

Sh"M-lPlL'    llll-lr II    i.f    till-    .  ll-|i    ..[ 


THE   CIRCULATORY    SYSTEM. 


mm 


Ttll.  iSSJ. —  VXli  ETA  THIS   OS   AORTFC   It 

Showing  iiruniilMr  thnirri  tills  01 


s  ENnocARnms. 


engrafted  upon  au  already  chronically  diseased  endocardium.  The 
microscopical  and  biological  examinations  must  usually  be  resorted  to  in 
order  to  determine  the  exact  significance  of  the  lesion. 

5.  Tuberculous  Endocarditis  may  occur  in  connection  with  tuberculous 
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pericarditis  or  general  miliary  tuberculosis.  The  tubercles  may  be  small 
and  single,  or  grouped  in  masses,  and  show  the  usual  degenerative 
changes. * 

TUMORS. 

Primary  tumors  in  the  heart  are  rare,  but  sarcomata,  myxomata,  fibro- 
mata, and  lipomata  may  occur.  Bhabdomyomata,  probably  congenital, 
may  occur  in  the  heart  wall  as  circumscribed  nodular  masses.1  A  cav- 
ernous tumor  of  this  kind  has  been  described.  Secondary  tumors,  as  a 
result  of  metastasis  or  of  continuous  growth  from  the  pleura  or  other 
adjacent  parts,  are  not  very  infrequent.  These  are  usually  carcinomata 
or  sarcomata.    Secondary  chondromata  have  been  observed.' 

PARASITES. 

Echinococcus  sometimes  occurs  in  the  heart  wall  and  may  perforate 
into  the  cavities.     Cysticercus  cellulos®  has  been  observed. 


The  Blood-Vessels. 

ATROPHY  AND  HYPERTROPHY. 

Atrophy  of  the  blood-vessels  may  involve  the  entire  trunk  or  some 
of  its  elements.  It  may  occur  as  a  part  of  general  malnutrition  of  the 
body,  or  in  connection  with  atrophy  of  particular  organs,  or  as  an  accom- 
paniment of  various  diseases  of  the  vessels  themselves. 

Hypertrophy,  which  is  especially  seen  in  the  arteries,  may  occur  in  the 
establishment  of  a  collateral  circulation  upon  the  closure  of  arterial 
trunks ;  or  it  may  occur  as  the  result  of  increased  blood  pressure,  as  in 
some  forms  of  hypertrophy  of  the  heart. 


The 

RUPTURE  AND  WOUNDS. 

The  arteries  are  predisposed  to  rupture  by  fatty  degeneration,  arterio- 
sclerosis with  atheroma,  and  in  various  forms  of  acute  inflammation. 
Stenosis  of  the  aorta  may  be  followed  by  rupture  Ijetween  the  occlusion 
and  the  heart.  The  rupture  may  be  complete  or  a  dissecting  aneurism 
may  form  (see  page  419).  Rupture  of  the  aorta  may  lead  to  sudden 
death.  There  may  be  partial  or  complete  rupture  of  an  artery  from  con- 
tusions, wrenchings,  falls,  etc.     The  injury  to  an  artery  from  a  penetrat- 

,See  reference,  Moser,  p.  406.  Also  fitienut,  Arch,  de  Med.  Exp.,  vol.  x.,  p.  146, 
1898. 

-Seiffert,  Ziegler's  Beitr..  Bd.  xxvii.,  p.  145,  1900.  bibliography. 

3  For  bibliography  of  heart  tumors  consult  Btrthetiwu,  Arch,  de  Med.  Exp.,  vol. 
v.,  p.  386. 
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ing  wound  may  be  fatal  if  the  vessel  be  large.     The  wound  of  a  small 
artery  may  close  or  a  false  aneurism  may  develop  at  its  seat. 

In  the  healing  of  a  wounded  artery  the  vessel  retracts  and  contracts, 
and  a  thrombus  is  formed  within  it.  The  contraction  may  be  alone  suffi- 
cient to  close  the  vessel ;  its  coats  thicken,  and  the  inner  surfaces  finally 
are  fused  together ;  or  the  blood  coagulates  and  forms  a  thrombus  in  the 
vessel  near  the  wound.  This  thrombus  later  becomes  organized  and  the 
vessel  is  converted  into  a  fibrous  cord. 


DEGENERATION. 

Fatty  Degeneration. — This  may  occur  in  the  walls  of  otherwise  unal- 
tered vessels,  or  in  those  which  have  undergone  a  variety  of  inflamma- 
tory or  degenerative  changes.  It  may  occur  either  in  the  intima  or 
media,  or  both,  and  may  be  so  extensive  as  to  form  a  very  prominent 
gross  lesion,  or  so  little  developed  as  to  require  the  microscope  for  its 
recognition.  When  marked,  especially  if  occurring  in  the  intima  of 
large  vessels,  smaller  and  larger  spots  or  stripes  or  patches  may  be  seen, 
of  a  yellowish-white  color,  usually  sharply  circumscribed,  and  sometimes 
smooth,  sometimes  roughened  on  the  surface.  It  is  most  apt  to  occur  in 
the  aorta,  but  may  be  found  in  any  of  the  vessels.  In  moderate  degrees 
of  the  lesion  we  find  on  section  that  the  cells  of  the  intima  contain  fat 
droplets  in  greater  or  less  number.  When  further  advanced,  not  only 
are  the  cells  crowded  with  fat  droplets,  but  the  intercellular  tissue  also 
may  be  more  or  less  densely  infiltrated  with  them.  Sometimes  the  infil- 
tration is  so  dense  that  the  tissue  breaks  down,  and  there  may  be  an  ero- 
sion of  the  surface,  forming  a  so-called  fatty  ulcer.  When  the  media  is 
involved  the  muscle  cells  contain  fat  droplets.  It  may  lead  to  the  for- 
mation of  aneurism  or  to  rupture  of  the  vessels. 

Amyloid  Degeneration,  which  may  affect  all  the  coats  of  the  arteries, 
but  especially  the  intima  and  media,  has  already  been  described  in  gen- 
eral (page  82).  It  will  be  further  considered  under  the  lesions  of  the 
organs  in  which  it  most  commonly  occurs. 

Hyaline  Degeneration  may  cause  thickening  of  the  intima  of  the  blood- 
vessels by  its  conversion  into  or  infiltration  with  a  homogeneous  material 
somewhat  similar  to  amyloid  (see  page  86).  Or  it  may  involve  the  entire 
wall  of  smaller  vessels,  converting  them  into  irregular  lumpy  cords. 
The  lumen  of  vessels  thus  changed  may  be  obliterated  or  occluded  by 
thrombi. 

Calcification  usually  occurs  in  vessels  otherwise  diseased,  and  may 
involve  either  the  intima  or  media.  It  consists  in  the  deposition  of  salts 
of  lime  either  in  the  cells  or  intercellular  substance.  The  lime  may  be 
in  the  form  of  larger  or  smaller  granules  or  in  dense  translucent  plates. 
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INFLAMMATION. 

Acute  Arteritis. — Aeute  inflammation  of  the  walls  of  the  arteries  is,  in 

the  majority  of  cases,  the  result  of  injury,  or  of  an  inflammation  in  the 
vicinity  of  the  vessel,  or  of  the  lodg- 
ment within  it  of  some  foreign  body  of 
an  irritating  or  infectious  nature.  The 
inflammatory  process  may  be  largely 
confined  to  the  inner  coat  of  the  ves- 
sels— endarlerilin ;  or  it  may  commence 
in  the  outer  coats — periarteritis;  or  it 
may  involve  the  entire  wall. 

The  blood-vessels  in  the  outer  coats 
may  be  congested,  the  tissue  cedenia- 
tous  and  infiltrated  with  pus  cells,  and 
the  entire  wall  may  become  necrotic. 
The  intima,  if  this  layer  be  involved, 
loses  its  natural  gloss  and  looks  dull 
u  KNDABTMms.      aud  is  swolleu.     Under  these  conditions 

showing  a  thh-ieiiinir  of  me  iniima  in  ■     thrombi  usually  form,  and  in  these  may 
»m«n artery ixiiie brain.  occur  the  various  changes  which  have 

been  already  described  on  page  73. 
Chronic  Arteritis    ( Arterio-Scleraiu) . — Since    the    publication    of   the 

Studies  of  Gull  and  Sutton  on  arterio-capillary  fibrosis,  attention  has  been 

even,-  year  more  and  more  directed 

to  chronic  pathological  changes  in  j^..-,-.-,':.'---J--  .•?.---... 

the  arteries  iis  of  great  frequency  fir  }&;*:**-'-'-• '"' '■ '-i-V- ■.--.- 

and    importance.      These   changes 

are  productive  and  degenerative  in 

character  and  have  an  important 

bearing  upon   the  circulation  and 

upon  the   integrity   of    the   vessel 

walls.     They  are  in  part  primary, 

in  part  secondary,  and  may  involve 

single  vessels  or  vascular  territories 

or  may  affect   the  entire  vascular 

system. 

The  lesions  differ  somewhat  in 

the   small   aud    large   vessels.     In 

very  small  arteries  there  is  a  more 

or  less  general  though  not  uniform 

thickening  of  the  intima  (Figs.  222 

and  22:t).     This  is  due  in  part  to  a 

proliferation  of  the  endothelium,  in  part  to  increase  in  the  connective 

tissue  of  the  intermediary  layer.     In  this  way  a  considerable  amount  of 

moderately  cellular  fibrous  tissue  (Fig.  224)  may  form  within  the  mem- 
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brana  elastica,  and  the  liuneii  may  bu  largely  or  wholly  obliterated — 

nbliU'riiliiifi  fiidarteritin.  The  middle  coat  as  well  as  the  inner  may  be 
thickened  (Fig.  235). 

In  larger  arteries  the  new  tissue  may  form  beneath  the  endothelium 
diffusely  or  in  circumscribed  masses,  or  may  encircle  the  vessel.  The 
endothelium  over  the  involved  areas 
may  remain  intact  or  it  may  prolifer- 
ate or  become  fatly  or  necrotic  The 
new-formed  fibrous  tissue  of  the  in- 
tinia,  which  may  contain  also  new  elas- 
tic fibres,'  is  usually  dense,  having  few 
cells,  and  is  prone  to  undergo  falty  de- 
gcucrntinn,  to  becinne  necrotic,  and 
tu  disintegrate,   and    thus    larger    and 

smaller  cavities  filled  with  disintegrated  tissue,  fat,  and  cholestearin 
crystals,  may  develop  in  the  new-formed  tissue  (Figs.  223  and  2211). 
These  are  called  athenmatoiu  eyrifc'  They  may  extend  toward  the  lumen 
of  the  vessels   into  which   they  may  open,  giving  rise  to  emboli  and 


forming  rough-edged  ulcers,  nl'ten  with  undermined  edges.      I'pon  these 
thrombi  may  form.     In  the  new-formed  tissue  >•!'  the  iutiina  as  well  HB 

1  Bee  ifiiwe,  Ztegier'a  Bettr.,  Bd.  iu.lv.,  n.  4."*,  ISSN,  bibliography. 

"['bl'  wi.nl  ill  hen  mill  is  siiiiicliiiif-i  itjiplinl  In  III'-  »  Imli-  prm-rsi  .if  iiHi-nn-sHrmsis, 
but  it  would  !»■  wi'U  to  limit  ii  tu  tin-  ih-gencnitive  phase*  which  result  in  softening  of 
the  tissues. 
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in   tin*   necrotic   I'oci  and   In  the  detritus  of  tbe  cysts  calcification  may 

occur. 

Fatly  degeneration,  atrophy,  ud  calcification  may  occur  in  the  iuiis- 
cularis  and  advenlilia  of  the  involved  vessels. 

Similar  processes  may  nc-eur  in  tin-  aorta,  tha  new  tissue  growth  and 


Inner  co«l  thlrki-iml ;  iliitt-nt-ntlun  ami  toCHBkf  UOiwiubj  ofi  imri  i>f  DM  MahMMd  «rwi. 

tliu  degeneration  being  le.ss  definitely  limited  to  the  inner  layer  of  the 
wall.  Tlieaorla  may  thus  lw  liesct  with  larger  and  smaller  irregular, 
white,  hard,  elevated  thickenings  (Fig.  227),  often  yellowish  from  fatty 
degeneruli'iii.      lli-iualh  these  EbefS  may  be  alhei'iimalous  softeniug.  or 
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these  sclerotic  areas  may  be  calcified  and  project  as  hard,  often  brownish, 
plates  with  smooth  or  rough  edges.     The  surface  of  the  aorta  may  be  rough 


Fra.  22B.— Chronic  Inflammation  of  ti 


it*  Intlma  Is  Irregular  and  ai 


from  erosion  over  the  degenerated  areas,  and  upon  these  or  elsewhere 
parietal  thrombi  may  form  (Fig.  228).  Such  sclerotic  areas  are  often 
well  marked  at  the  junction  of  smaller  vessels  with  the  aorta. 

We  have  seen  that  in  the  smaller  vessels  arteriosclerosis  may  lead  to 
extreme  narrowing  or  occlusion  of  the  lumen.  When  this  does  not  occur, 
and  especially  in  the  medium-sized  arteries,  since  the  new  tissue  is  less 
elastic  than  normal  and  liable  to  yield  to  the  pressure  of  the  blood,  the 
lumen  may  in  places  be  dilated  (Pig.  229)  or  the  wall  may  rupture.  In 
this  way  aneurisms  may  form.     This  is  especially  apt  to  occur  when 


atheromatous  degeneration  has  taken  place  and  the  niuscularis  is  either 
atrophied  or  degenerated.  In  the  aorta  also  dilatation  and  rupture  may 
occur. 

A rterio- sclerosis  may  be  largely  limited  to  the  aorta  or  to  other  single 
vessels,  or  it  may  occur  in  special  vascular  tracts,  such  as  those  of  the 
brain  or  heart. 
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Periarteritis  Nodosa. 

A  few  cases  have  been  described  in  which  many  of  the  small  arteries  in  the  muscles 
and  in  the  viscera  were  beset  with  small  white  knobs  projecting  from  the  side  or  sur- 
rounding the  vessels.  These  circumscribed  thickenings  of  the  vessel  wall  an*  apt  to 
involve  all  the  layers  of  the  vessel,  and  may  encroach  upon  the  lumen.  The  thickened 
portions  arc  infiltrated  with  small  spheroidal  cells.  Multiple  aneurisms  may  develop 
at  the  seat  of  the  local  thickening. ' 

The  Conditions  Leading  to  Arteriosclerosis. — The  lesions  of 
arteriosclerosis  often  occur  with  gout,  syphilis,  chronic  lead  and  alcohol 
poisoning,  overwork  and  overfeeding.  They  are  usual  in  senility,  and 
predisposition  to  them  may  be  inherited.  They  may  be  associated  with 
cardiac  hypertrophy  from  valvular  lesions  or  with  chronic  diffuse  ne- 
phritis or  other  conditions  involving  increased  arterial  tension.  They 
may  occur  locally  in  connection  with  tumors. 

While  the  mechanical  conditions  under  which  arteriosclerosis  devel- 
ops are  not  very  fully  understood,  the  studies  of  Thoma  have  pointed 
the  way  along  which  fruitful  research  may  be  confidently  expected. 

In  accordance  with  the  results  of  Thoma's  experiments  one  may  re- 
gard the  primary  lesions  of  arterio-sclerosis  as  a  compensatory  hyperpla- 
sia of  the  intima.  For  example,  if  for  any  reason  the  wall  of  the  artery 
in  a  given  region,  as  is  the  case  in  the  circumscribed  or  nodular  forms  of 
arterio-sclerosis,  be  weakened  and  yields  to  the  blood  pressure,  it  is  at 
this  point  that  the  new  tissue  forms  in  the  intima  and  restores  the  lumen 
to  its  natural  calibre  (see  Figs.  223  and  229)  with  restitution  of  the  rate 
of  blood  flow.  That  this  compensation  is  often  incomplete  or  tempo- 
rary, or  that  it  brings  with  it  other  and  often  serious  complications,  does 
not  militate  against  this  view  of  the  significance  of  these*  blood-vessel  le- 
sions, and  is  only  one  of  many  examples  of  imperfect  adaptation  in  path- 
ological processes.1 

Classification  of  the  Forms  of  Arterio  Sclerosis. — Various 
classifications  of  the  lesions  of  arterio-sclerosis  have  been  made.  Thoma3 
places  in  one  class  the  primary  and  more  limited  nodular  forms  of  fibrous- 
t issue  growth,  especially  in  the  larger  vessels,  which  he  regards  as  com- 
pensatory in  the  way  just  indicated;  in  another  the  ditfuse  or  secondary 
form,  which  is  attributable  to  an  increased  resistance  to  the  flow  of  blood 
in  peripheral  vessels,  such  as  those  of  the  kidney,  a  weakening  of  the 
muscularis  through  degeneration,  the  consequent  dilatation,  and  then 
the  compensating  fibrous-tissue  growth  in  the  vessels  at  large. 

Councilman4  has  ground  the  lesions  into  three  forms:  1st,  the  nodu- 

'Consult  r.  Kahlden,  Ziegler's  Beitrfige  z.  path.  Anat..  etc.,  Bd.  x\\,  p.  5H1,  1894; 
also  Graf.  ibid..  Bd.  xix..  p.  181,  1896. 
*Sce  reference  to  Welch,  p.  127. 

3  Thoma.  see  Vireh.  Arch.,  Bd.  xciii.,  p.  443;  ibid.,  Bd.  cxvi.,  p.  1;  also  Thomas 
"Text-Book  of  General  Pathology,"  vol.  i.,  Eng.  trans. 

4  Councilman,  Trans.  Assn.  American  Physicians,  vol.  vi.,  p.  179,  1891.  Council- 
man gives  a  resume  of  views  twised  upon  Thoma's  studies. 
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Jar,  corresponding  with  the  primary  form  of  Thoma;  2d,  a  nenile  form,  in 
which  there  arc  often  great  distortion  of  the  vessels,  calcification,  and  fre- 
uuenl  thinning  of  the  walla.  Atrophic  changes  in  the  viscera  are  apt  to 
he  associated  with  this  form  of  senile  arteritis;  3d,  a  diff'uxi'  form  of 
marked  obliterating  endarteritis  with  fibrous  involvement  of  tine  muscu- 
lar layer.  This  is  apt  to  he  associated  with  hypertrophy  and  often  with 
dilatation  of  the  heart,  and  with  chronic  diffuse  nephritis  often  with  atro- 
phy. The  arterial  changes  may  he  marked  in  the  liver  as  well  as  in  the 
kidneys. 

Tuberculous  Arteritis. — Tultcrculosis  of  the  arteries  is  usually  second- 
ary, the  process  extending  to  their  walls  from  an  already  established 


itiHH»»(  Mihcmilipu"  IiiiIhimiiuiii i|">n  tin-  wall  or  the  nrwn 

as  partly  urliidlnir  ttn*liiui"ii  .if  tin-  n — il.    'I'lil.-  sovtlmi  nboWl  !mw  Oin  B^nrnillzaU™  "I 
m  UiixiuKli  'hi'  i""!y  nmy  mrur  liy  Hi"  swii-iiImk  nwiiy  u(  Ui.'  tuberclB  bacilli  by 
i'l  In  various  purls  uf  tlie  bmly. 


>u  iwtiihlMnui-iii  i  if  in 


focus  (  Fig.  230}.  Tuliercle  tissue  with  necrosis  may  involve  the  external 
layers,  while  an  obliterating  inflammation  often  closes  the  lumen.  Thus 
it  is  that  in  tuberculous  cavities  of  the  lungs  targe  arterial  trunks  may 
lie  laid  bare  (see  Plate  X. )  without  a  distribution  of  the  bacilli  through 
the  body  and  wit  hunt  hieinorrhagc.  Tulierculosis  of  the  aorta  is  of  occa- 
sional occurrence.' 

Syphilitic  Arteritis.— In  the  more  charact eristic  forms  of  this  lesion 
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there  may  be  gummata  formed  in  the  walls  or  a  diffuse  formation  of  new- 
cells  and  new  fibrous  tissue;  especially  in  the  adventitia  of  the  vessels. 
This  may  extend  to  the  middle  and  internal  layer  and  lead  to  narrowing 
or  closure  of  the  lumen.  Such  lesions  may  be  circumscribed  or  extensive, 
and  may  result  in  aneurism  or  rupture.1 


AUETJSISM. 

An  aneurism  is  a  dilatation  of  an  artery,  either  cylindrical,  fusiform, 
or  sacculated,  the  walls  consisting  of  all  or  part  of  the  coals  of  the  artery 
variously  altered. 

The  conditions  which  commonly  lead  to  aneurisms  are  arterio-sclero- 
sis,  either  with  or  without  associated  degeneration,  or  the  local  weakening 
of  the  walls  of  the  vessels 
which  often  leads  to  com- 
pensatory arterio  ■  sclerosis, 
or  the  blocking  of  a  vessel 
by  embolus.  Aneurism  may 
develop  at  the  point  of  par- 
tial rupture  of  the  walls  of 
an  artery.  Aneurisms  may 
follow  the  local  necrotic  and 
ulcerative  process  in  the 
walls  of  the  vessels  or  on  the 
heart  valves  incited  by  in- 
fectious agents,  which  as 
emboli  or  otherwise  have 
reached  these  parts. 

In  cylindrical  or  futiform 
aneurism  there  is  apt  to  be 
at  first  a  distention  of  all 
the  walls  of  the  vessel;  but 
this  is  often  irregular,  so 
that  the  sac  may  bulge  more 
in  one  place  than  in  another 
i  Fig.  231  >.  The  walls  may 
liecome  thin  or  through 
new-formed  tissue  they  may 
Ih-coiiic  thickened ;  they  may 
undergo  degeneration  or  cal- 
•ut  in  the  aorta,  but  may  oc- 


cifieatioii.     Such  i 
enr  in  other  vessel 

In  the  sacculated  f 
circumference  of  an  artery 
may  lie  a  dilatation  of  only 


either  a  dilatation  of  the  entire 
t  portion  of  its  length;  or  there 
■rtiini  of  one  side  of  the  wall,  so 
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that  the  aneurism  looks  like  a  swelling  attached  to  one  side  of  the  artery. 
The  aneurism  may  commence  as  a  dilatation  of  all  the  coats  of  the  vessel ; 
but  the  middle  coat  soon  atrophies,  so  that  the  wall  is  composed  of  the 
inner  and  outer  coats ;  or  the  inner  coat  is  destroyed  by  endarteritis,  so 
that  the  outer  coat  alone  forms  the  wall  of  the  aneurism ;  or  the  dilata- 
tion may  commence  at  the  seat  of  rupture  of  one  or  inore  coats  of  the 
vessels.  As  the  aneurism  increases  in  size  it  may  press  upon  and  lead  to 
partial  destruction  of  neighboring  tissues  and  viscera,  so  that  portions  of 
these  tissues  and  viscera  may  take  the  place  of  the  wall  of  the  aneurism. 
The  cavity  of  the  aneurism  is  filled  with  fluid  or  clotted  blood,  or  with 
layers  of  fibrin  which  adhere  closely  to  its  wall.  The  communication 
between  the  aneurism  and  the  artery  may  be  small  or  large.  If  arterial 
branches  are  given  off  from  the  aneurism  they  may  remain  open  or  be- 
come plugged  with  fibrin;  or  their  walls  are  thickened  and  their  cavities 
narrowed  by  endarteritis.  Death  may  occur  by  the  pressure  and  inter- 
ference of  the  aneurism  with  the  adjoining  viscera,  or  by  rupture. 

Dissecting  Aneurisms  are  those  in  which,  owing  to  a  solution  of  con- 
tinuity of  the  inner  layers  of  the  artery,  the  blood  gets  between  the  media 
and  adventitia,  and  forces  its  way  for  a  greater  or  less  distance  between 
them.     Or  it  may  separate  the  media  into  two  layers. 

Spurious  or  False  Aneurisms  are  most  frequently  connected  with  ves- 
sels of  the  extremities.  When  an  artery  is  wounded  the  blood  escapes 
into  the  surrounding  soft  parts,  and  a  cavity  is  formed  filled  with  blood 
and  broken-down  tissue. 

The  wound  in  the  artery  may  heal  and  the  effused  blood  be  absorbed ; 
or  it  may  become  the  seat  of  secondary  inflammatory  processes. 

Finally  a  wall  of  fibrous  tissue  may  be  formed,  while  the  wound  of 
the  artery  remains  open,  so  that  there  is  an  aneurismal  sac  through 
which  the  blood  is  constantly  pouring.     This  is  called  a,  false  aneurism. 

Aneurismal  Varix :  Varicose  Aneurism. — If  an  arterv  be  wounded,  and 
at  the  same  time  the  vein  which  accompanies  it,  we  have  as  the  result  the 
conditions  called  aneurismal  varix  and  varicose  aneurism.  In  aneurismal 
varix  the  artery  and  vein  become  adherent  at  the  seat  of  injury,  so  that 
the  arterial  blood  passes  directly  into  the  vein.  There  is  a  smooth, 
rounded  opening  between  the  two  vessels,  the  vein  is  dilated  into  a  sac, 
and  the  veins  emptying  into  it  are  dilated  and  tortuous.  In  varicose 
aneurism  the  artery  and  vein  do  not  communicate  directly,  but  a  false 
aneurismal  sac  is  formed  between  the  vessels,  into  which  the  blood  is 
poured  before  passing  into  the  vein.  Varicose  aneurism  may  also  be 
formed  by  the  spontaneous  rupture  of  an  aneurism  into  a  vein.  The 
aneurism  presses  against  the  vein,  becomes  adherent,  and  finally  rup- 
tures into  it.  This  condition  has  been  observed  between  the  aorta  and 
pulmonary'  artery ;  the  aorta  and  inferior  and  superior  vena  cava ;  the 
popliteal  artery  and  vein;  the  femoral  artery  and  vein;  the  splenic 
artery  and  vena  azygos;  the  internal  carotid  and  sinus  cavernosus. 

Cirsoid  Aneurism  is  one  formed  by  the  dilatation  and  lengthening  of 
large  or  small  arteries  or  arterial  tracts.     The  walls  of  the  arteries  are 
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thinned,  the  vessels  are  tortuous  and  in  places  sacculated.  These 
changes  are  most  frequent  in  small  arteries,  especially  the  temporal  and 
occipital.  They  involve  the  trunk  of  the  vessel  and  its  branches,  or 
may  extend  to  the  capillaries  and  small  veins.  They  form  larger  or 
smaller  tumors  beneath  the  skin. 


ANEURISMS  OF  THE  DIFFERENT  ARTERIES. 

The  aorta  may  be  dilated  over  its  entire  length,  or  there  may  be  diffuse 
or  circumscribed  dilatations  at  any  portion  of  its  course ;  or  there  may 
be  several  aneurisms,  situated  at  different  points.  The  ascending  por- 
tion of  the  arch  of  the  aorta  may  be  uniformly  dilated  in  a  fusiform 
shape  (Fig.  231),  or  there  may  be  circumscribed  dilatations  on  its  an- 
terior wall,  or,  more  rarely,  on  its  posterior  wall.  The  sacculated  aneu- 
risms vary  in  size  and  may  rupture  within  the  pericardium ;  or  they  may 
form  a  cavity  in  the  upper  part  of  the  ventricular  septum  and  commu- 
nicate by  openings  into  the  pulmonary  artery  and  left  ventricle;  or  they 
may  dilate  downward  between  the  visceral  and  parietal  pericardium,  in 
front  of  the  heart,  pushing  that  organ  backward.  They  may  perforate 
into  the  right  or  left  auricle  or  right  ventricle,  the  superior  vena  cava, 
or  the  pulmonary  artery ;  or  they  may  reach  a  large  size,  press  on  and 
erode  the  right  side  of  the  sternum  and  adjoining  ribs,  project  under  the 
skin,  and  even  rupture  externally. 

The  transverse  portion  of  the  arch  may  be  dilated  in  a  fusiform  shape, 
or  there  may  be  sacculated  aneurisms  at  any  point  in  its  wall.  The  sac- 
culated aneurisms  usually  reach  a  considerable  size.  They  press  on  the 
sternum  and  ribs  in  front,  or  on  the  oesophagus,  trachea,  and  bronchi  be- 
behind.  The  large  arteries  given  off  from  the  arch  may  be  occluded. 
They  cause*  death  by  pressure  on  the  air  passages,  the  oesophagus,  and 
the  vena  cava ;  or  may  rupture  externally  or  into  the  oesophagus,  trachea, 
bronchi,  pulmonary  artery,  or  pleural  cavities. 

On  the  abdominal  aorta  aneurisms  are  usually  sacculated.  If  they 
are  situated  high  up  they  may  project  into  the  pleural  cavities;  if 
lower  down,  into  the  abdomen.  They  may  compress  and  displace  the 
viscera,  vessels,  and  nerves,  and  erode  the  vertebne.  They  may  rupture 
behind  the  peritoneum,  into  the  peritoneal  cavity,  the  pleural  cavities, 
the  inferior  vena  cava,  the  bronchi,  the  lungs,  the  duodenum,  the  colon, 
the  pelves  of  the  kidney,  or  the  posterior  mediastinum.  Kupture  of  the 
aorta  with  the  development  of  a  long  dissecting  aneurism  parallel  to  the 
vessel  may  give  rise*  to  a  condition  simulating  a  double  aorta.1 

The  coronary  artnien  may  l>e  dilated  throughout,  or  may  l)e  the  seat 
of  small  sacculated  aneurisms.*  These  may  rupture  into  the  pericar- 
dium, or  may  lead  to  rupture  of  the  heart  wall. 

The  pulmonary  arterie*  are  rarely  the  seat  of  aneurisms.     Diffuse  and 


!See  case  reported  by  G.  P.  Biirgs,  Trans.  New  York  Path.  Soc..  1897-98.  p.  1 
*  Consult  Gtpp,  Am.  Jour.  Med.  Sciences,  vol.  cxviii.,  p.  312,  bibliography; 
iffith,  Brit.  Med.  Jour.,  February  2.  1901,  p.  266.  bibliography. 
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circumscribed  dilatations,  however,  sometimes  occur  on  the  main  trunk 
and  on  the  two  principal  branches  of  the  artery.  They  do  not  usually 
reach  a  large  size,  but  may  cause  death  by  rupture.  General  dilatation 
of  all  the  branches  of  the  pulmonary  artery  is  more  common.  It  is 
found  in  connection  with  stenosis  of  the  mitral  valves  and  with  compres- 
sion or  induration  of  the  lung  tissue.  Small  multiple  aneurisms — miliary 
aneurism* — may  occur  in  the  cerebral  arteries;  less  frequently  in  the 
pulmonary  and  mesenteric.  These  are  probably  due  to  some  congenital 
weakness  of  the  walls  at  the  point  of  formation  of  the  aneurism. 

Of  the  other  arteries  of  the  body  there  is  hardly  any  one  which  may 
not  become  the  seat  of  an  aneurism.1 

STENOSIS  AND  OBLITERATION  OF  THE  AORTA. 

This  lesion  near  the  entrance  of  the  ductus  arteriosus  has  been  observed 
in  a  considerable  number  of  cases.  The  degree  of  stenosis  varies.  The 
aorta  may  be  entirely  closed  and  converted  into  a  solid  cord  for  a  half  an 
inch ;  or  there  may  be  a  constriction  through  which  there  is  a  larger  or 
smaller  opening.  The  walls  of  the  aorta  at  this  point  may  be  thickened 
and  sclerosed.  The  ductus  arteriosus  may  be  closed  or  open.  Above 
the  constriction  the  aorta  is  usually  dilated ;  below  it,  it  is  normal,  dilated, 
or  stenosed. 

Stenosis  of  the  aorta  is  followed  by  hypertrophy  of  the  left  ventricle, 
and,  later,  of  the  right  ventricle,  with  venous  congestion  throughout  the 
body ;  or  there  may  be  a  collateral  circulation  developed  between  the 
arteries  given  off  above  and  below  the  constriction ;  or  there  may  be  rup- 
ture of  the  aorta,  the  right  ventricle  or  auricle. 

This  condition  is  found  at  all  ages,  but  is  induced  during  foetal  life 
or  in  the  first  year  of  extra-uterine  life.  It  is  probable  that  it  may  be 
caused  after  birth  by  an  abnormal  closure  of  the  ductus  arteriosus.  This 
vessel  normally  becomes  closed  without  the  formation  of  a  thrombus. 
If  a  thrombus  be  formed  it  may  extend  into  the  aorta  and  obstruct  it ;  or 
the  ductus  arteriosus  is  filled  with  a  thrombus,  but  increases  for  a  time 
in  size ;  afterward,  as  the  thrombus  is  absorbed,  the  vessel  contracts  and 
draws  the  walls  of  the  aorta  together. 

TUMORS  OF  THE  ARTERIES. 

Secondary  tumors,  chiefly  carcinomata  and  sarcomata,  may  occur  in 
the  walls  of  the  arteries  by  continuous  growth  from  without,  involving 
first  the  external  layers.  To  these  layers  they  are  usually  confined,  for 
the  density  of  the  inner  layers  affords  such  marked  resistance  to  the  in- 
filtration of  the  tumor  cells  that  arteries  are  apt  to  pass  intact  through  the 
tumor,  which  grows  around  them.  More  frequently  the  arteries  become 
secondarily  involved  in  the  growth  of  malignant  tumors  by  the  occur- 

1  For  details  concerning  form,  distribution,  and  frequency  of  aneurisms,  see  the 
larger  works  on  the  practice  of  medicine  or  surgery. 
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renee  within  theni  of  emboli  formed  by  larger  and  smaller  masses  of 
tumor  cells. 

These  emboli  are  usually  of  small  size,  and  are  apt  to  get  into  the  cir- 
culation by  growing  through  the  walls  of  the  veins  into  their  luinina. 
Large  emboli  from  tumors  are  most  apt  to  occur  in  the  branches  of  the 
pulmonary  artery.  The  emboli,  formed  as  they  are  for  the  most  part  by 
cells  capable  of  growth  and  proliferation,  are  apt  soon  to  form  connec- 
tion with  the  walls  of  the  vessels,  and,  by  the  growth  into  them  of  blood- 
vessels from  the  rasa  vusorum  to  find  the  conditions  necessary  for  their 
development,  and  they  may  thus  soon  involve  the  entire  wall  of  the  ves- 
sel and  grow  out  into  adjacent  parts. 

The  Veins. 

DILATATION.    (Phlebectasia.) 

Dilatation  of  the  veins,  or  phlebectasia,  presents  itself  under  a  vari- 
ety of  forms. 

1.  Simple  Dilatation. — The  vein  is  uniformly  dilated  in  a  cylindri- 
cal or  fusiform  shape ;  its  length  is  not  increased ;  its  walls  may  be  thicker 
than  normal  or  thinned;  the  valves  may  be  thickened,  or  are  insufficient, 
or  atrophic,  or  are  torn. 

2.  Cirsoid  Dilatation. — The  vein  is  cylindrically  dilated,  but  is 
also  increased  in  length,  so  that  it  assumes  a  very  tortuous  course.  The 
walls  mav  l>e  thickened  or  thinned. 

3.  Varicose  Dilatation. — Portions  of  the  wall  of  the  vein  undergo 
saccular  dilatation.  The  wall  of  the  sac  is  formed  of  the  coats  of  the 
vein,  but  these  may  be  thickened  or  thinned;  the  middle  coat  may  dis- 
appear entirely.  There  may  be  only  one  such  dilatation,  or  there  may 
be  a  number  on  the  same  vein,  or  a  number  of  veins  may  be  affected  at 
the  same  time.  The  vein  may  be  otherwise*  normal,  or,  more  frequently, 
is  more  or  less  unifonnlv  dilated. 

4.  Anastomosing  Dilatation. — A  numl)er  of  contiguous  and 
anastomosing  veins  are  dilated,  both  in  the  cirsoid  and  varicose  forms. 
Tin*  vein  then  looks  like  a  series  of  cavities  separated  by  thin  partitions. 
The  dilatations  of  the  same  vein  become  adherent  to  each  other  and  to 
those  of  the  adjoining  veins;  portions  of  the  walls  of  the  dilated  parts 
may  atrophy  so  that  there  may  be  a  numlier  of  cavities  containing  venous 
blood  and  separated  from  each  other  by  thin  partitions. 

Distribution,  Causes,  and  Effects  of  Phlebectasia. — Sponta- 
neous restitution  of  dilatations  of  the  veins  is  not  common,  and  usually 
occurs  only  in  the  lesser  degrees  of  the  lesion.  The  tendency  of  the  dila- 
tation is  to  increase.  Thrombi  frequently  form  in  the  dilated  veins,  and 
either  partially  or  completely  till  them.  These*  thrombi  may  become 
organized,  or  they  may  dry  and  Ijecome  calcified,  forming  phlcboliths,  and 
bv  the  formation  of  new  connective  tissue  in  the  walls  thevmav  become 
enclosed  in  a  fibrous  capsule,  with  the  obliteration  of  the  vessel.     The 
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wall  of  the  dilated  sac  may  become  so  thin  that  it  finally  ruptures. 
Inflammation  of  the  dilated  vein  may  occur,  followed  by  fibrous  thick- 
ening. 

When  occurring  in  mucous  membrane,  dilated  veins  are  usually  asso- 
ciated with  persistent  catarrh.  There  is  hardly  one  of  all  the  veins  of 
the  body  which  may  not  be  dilated.  The  hemorrhoidal  veins  forming 
" [Hemorrhoids " ;  the  veins  of  the  leg  and  thigh;  those  of  the  pelvis  and 
pelvic  viscera;  those  of  the  spermatic  cord,  scrotum,  and  labia;  those  of 
the  abdominal  wall ;  those  of  the  neck  and  arms — are  most  frequently 
involved. 

The  immediate  cause  of  dilatation  is  usually  some  obstruction  to  the 
passage  of  the  blood  through  the  veins  toward  the  heart ;  but  alterations 
in  the  walls  of  the  vessels  from  degeneration,  inflammation,  or  injury 
are  often  important  predisposing  factors. 

WOUNDS— RUPTURE. 

Wounds  of  the  veins  usually  heal  by  a  simple  contraction  and  an 
adhesive  inflammation  of  their  walls;  sometimes  bv  the  formation  of  a 
thrombus.  Rupture  of  the  veins  may  be  produced  by  se#fc?&vcontusious 
and  crushings  of  the  body  and  by  violent  falls.  Perforation ?of  a  vein 
may  be  produced  by  suppuration  of  the  soft  parts  and  the  irivasion  of 
the  walls  of  the  vessel;  by  t lie  pressure  of  an  aneurism  of  of  a  new 
growth ;  by  the  thinning  of  the  wall  of  the  vein  in  phlebectasia. 

THROMBOSIS. 

Thrombosis  of  the  inferior  vena  cava  has  been  many  times  recorded. 
It  is  usually  due  to  pressure  on  the  vessel  or  may  occur  as  an  extension 
of  thrombi  from  the  contributory  veins. 

Thrombosis  of  the  superior  vena  cava  usually  follows  pressure  from 
without  by  tumors,  aneurisms,  or  enlarged  lymph  nodes. 

Thrombosis  of  other  large  venous  trunk*  may  occur  under  various  local 
and  general  conditions  (see  below,  thrombosis  and  phlebitis,  and  page 
72).1 

DEGENERATION. 

Fatty  degeneration  and  calcification  may  occur  in  the  walls  of  the  veins 
under  conditions  similar  to  those  in  which  these  changes  take  place  in 
the  arteries. 

INFLAMMATION.     (Phlebitis. ) 

Inflammation  of  the  veins,  phlebitis,  may  involve  chiefly  the  external 
layers — periphlebitis;  or  the  internal — endophlebitis ;  or,  as  is  very  fre- 
quently the  case,  the  entire  wall  may  be  affected.     Phlebitis  may  be  due 

1  For  a  consideration  of  peripheral  venous  thrombosis  in  heart  disease  consult 
Welch,  Trans.  Assn.  Am.  Phys.t  vol.  xv.,  p.  441,  1900.  bibliography. 
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to  an  infectious  thrombus,  to  injuries,  or  to  an  infectious  inflammation 
of  the  surrounding  tissues.  Thrombosis  of  the  vein,  either  primary  or 
secondary,  is  a  very  constant  accompaniment  of  phlebitis.  Thrombosis 
and  phlebitis  are  not  infrequent  in  association  with  or  following  infec- 
tious diseases,  in  cachectic  conditions,  and  with  rheumatism  and  gout. 

Acute  Infective  Phlebitis  may  follow  a  suppurative  periphlebitis.  The 
outer  layers  of  the  vein  wall  are  congested,  swollen,  infiltrated  with  serum 
and  pus.  The  inner  coats  may  become  infiltrated  with  pus;  they  may 
become  necrotic  and  disintegrate.  A  thrombus  is  constantly  formed  under 
these  conditions,  which  may  for  a  time  stop  the  circulation  and  keep 
the  products  of  inflammation  and  degeneration  and  infectious  material 
from  mixing  with  the  blood ;  but  the  thrombus  itself  is  prone  to  disinte- 


FlG.  232.— Tt'BKRCTLOrS  PHLEBITIS. 

The  section  1*  from  one  of  the  pulmonary  veins  in  a  child  dead  of  acute  general  miliary  tuberculosis, 

gration,  and  thus  the  exudates  and  fragments  of  disintegrated  thrombi  or 
tissue  or  bacteria  mav  enter  the  circulation. 

On  the  other  hand,  owing  to  the  presence  of  irritating  or  infectious 
material  within  the  vein  and  the  formation  of  a  thrombus,  the  inflamma- 
tory process  may  lie  at  the  commencement  an  endophlebitis,  but  usually, 
if  the  inflammation  l>e  at  all  severe,  the  entire  wall  of  the  vessel  is  event- 
ually involved. 

Acute  phlebitis  may  terminate  in  the  absorption  of  the  thrombus  and 
the  return  of  the  vein  to  its  normal  condition,  or  in  the  obliteration  of 
the  vein.  The  pyogenic  cocci,  the  typhoid  bacillus,  the  pneumococcus, 
and  several  other  micro-organisms  have  been  found  in  phlebitis.  In  the 
phlebitis  with  thrombosis,  which  frequently  complicates  infectious  dis- 
esises  such  as  typhoid  fever,  pneumonia,  etc.,  the  bacteria  present  are 
frequently  not  those  which  are  the  excitants  of  the  primary  disease. 

The  most  important  results  of  phlebitis  arc  usually  those  which 
depend  upon  the  introduction  into  the  blood  of  infectious  or  other  emboli 
(see  page  75).  The  relationship  between  non-infectious  thrombi  and 
phlebitis  is  in  many  cases  not  clear.1 

1  Consult  in  this  connection  1177/7*  on  Thrombosis,  Allbutt's  "System  of  Medicine." 
vol.  vi.,  p.  170. 
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Chronic  Periphlebitis  results  iu  thickening,  principally  of  the  outer 
coats  of  the  veins,  but  the  inner  coats  may  also  be  involved.  The  sur- 
rounding tissue  may  be  also  thickened  and  coalesce  with  the  walls  of  the 
vein.     There  may  or  may  not  be  thrombosis. 

Chronic  Endophlebitis  is  a  not  very  common  lesion,  of  the  same  general 
character  as  chronic  endarteritis,  with  which  it  is  often  associated. 
More  or  less  circumscribed  patches  of  new  connective  tissue  are  formed 
in  the  inner  coats,  which  may  undergo  fatty  or  calcareous  degeneration. 

Tuberculous  Inflammation  of  the  walls  of  the  veins  may  occur  as  an 
extension  of  the  process  from  without  or  from  a  lodgment  of  the  tubercle 
bacilli  in  the  blood  current  on  the  intima  (Fig.  232).  This  is  not  infre- 
quent in  the  pulmonary  veins,  and  Weigert  has  called  attention  to  the 
fact  that  in  acute  miliary  tuberculosis  the  growth  of  tubercle  tissue  into 
the  lumina  of  these  veins  from  tuberculous  lymph-nodes  is  of  frequent 
occurrence  and  readily  explains  the  topography  and  mode  of  occurrence 
of  the  general  disease.  The  tubercle  bacilli  which  are  present  in  the 
tuberculous  tissue  growing  into  the  lumen  of  the  veins  find  thus  an  easy 
distribution. ' 

Syphilitic  Inflammation  may  involve  the  walls  of  the  veins  either  as 
gummy  tumors  or  as  more  diffuse  thickenings. 

TUMORS. 

Primary  tumors  of  the  veins  are  rare.  Small  leiomyomata  have  been 
described  in  the  saphenous  and  ulnar  veins.  A  myo-sarcoma  as  large  as 
a  man's  fist  has  been  described,  situated  in  the  dilated  vena  cava  inferior. 
The  veins  are  not  infrequently  secondarily  involved  by  sarcomata  and 
carcinomata,  and  sometimes  by  chondromata.  The  thin  walls  of  the  veins 
offer  comparatively  little  resistance  to  the  encroachment  of  malignant 
tumors,  which  thus  gain  access  to  the  circulation  and  may  form  metas- 
tases in  various  parts  of  the  body. 

PARASITES. 

Echinococcns  is  sometimes  found  in  the  veins,  having  either  devel- 
oped there  or  perforated  from  without. 

Two  species  of  distoma  (liver  fluke)  occur  in  man.  2>.  hepatieum 
occurs  rarely  and,  while  usually  found  in  the  bile  ducts,  may  occur  in 
the  vena  cava.  2>.  haematobium  is  very  common  in  man  in  Egypt  and  in 
other  parts  of  Africa,  and  usually  occurs  in  the  portal  vein  or  its  branches, 
and  frequently  in  other  veins. 

The  Capillaries. 

The  walls  of  the  capillaries  are  so  thin  and  so  intimately  connected 
with  the  surrounding  tissues  that  their  lesions  are  studied  most  appro- 

1  See  references  under  Miliary  Tuberculosis,  p.  218. 
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priately  among  the  diseases  of  the  several  organs.  Dilatation  of  the 
new-formed  capillaries  in  tumors,  granulation  tissue,  etc.,  and  fatty  and 
hyaline  degeneration  of  their  walls,  may  be  mentioned  here  as  readily 
observed  lesions  occurring  under  a  variety  of  conditions.  The  changes 
which  we  assume  to  occur  in  the  walls  of  the  smaller  veins  and  capillaries 
in  exudative  inflammation,  by  reason  of  which  fluids  and  blood  cells  pass 
through  them,  are  not  yet  sufficiently  understood  to  be  described  with 
deflniteness. 

The  Lymph-Vessels. 

General  Characters  of  the  Lymph- Vessels. 

The  smaller  lymph- vessels  can  hadly  be  treated  as  independent  atmctures,  since 
their  walls  are  so  closely  joined  with  the  tissues  through  which  they  pass.  It  is  per- 
haps wiser  to  follow  the  suggestion  of  Adler  and  Melteer1  and  call  the  spaces  of  the  con- 
nective and  other  tissues  into  which  transudation  from  the  smaller  blood-vessels  takes 
place,  not  lymph  radicles  or  "lymph  capillaries "  as  is  commonly  done,  but  to  consider 
them  tissue  spaces  from  which  the  transudates  of  varying  composition  are  gathered 
into  the  lymph-vessels.  But  the  larger  lymph-vessels  we  find  the  seat  of  various  more 
or  less  independent  lesions. 

LYMPHANGIECTASIA. 

Dilatation  of  the  lymph-vessels  occurs  under  a  variety  of  conditions. 
It  may  be  congenital,  or  it  may  be  due  to  some  hindrance  to  the  flow  of 
lymph  onward — a»s  by  pressure  from  any  cause,  or  from  the  occlusion  of 
the  vessels  by  inflammation.  If  the  dilated  vessels  form  a  circumscribed 
mass,  this  is  often  called  a  lymphangioma  (Fig.  170).  In  certain  forms 
of  elephant  main  and  in  macrof/fosttia  the  dilatation  of  the  lymph- vessels  is 
an  important  factor.  Its  occurrence  is  not  infrequent  in  the  labia,  pre- 
puce, and  scrotum. 

Dilatation  of  the  chyle  vessels  of  the  mucous  membrane  of  the  intes- 
tine and  mesentery  is  of  occasional  occurrence. 

Obstruction  of  the  Thoracic  Duct  may  be  due  to  tumors,*  or  enlarged 
lymph-nodes,  or  inllammatory  processes  in  the  mediastinum ;  to  aneurism, 
to  thrombosis  of  the  left  innominate  vein,  to  insufficiency  of  the  tricus- 
pid valve;  or  to  inllammatory  processes  in  thcfvall  of  the  duct.  It  may 
occur  under  various  other  conditions. 

It  may  be  compensated  by  collateral  lymphatic  anastomoses,  or  it  may 
lead  to  various  lymphangiectasias  and  to  transudation  of  lymph.  Thus 
chvlous  ascites  mav  occur. 


INFLAMMATION.     (Lymphangitis. ) 

Acute  Infective  Lymphangitis. — Inflammation  of  the  larger  lymph-ves- 
sels is  usually  secondary  and  often  connected  with  an  infected  wound  or 

xAf1hr  ami  Mltzrr.  Jour.  Exp.  Med.,  vol.  i..  p.  4«2.  1*90. 

•For  bibliography  of  carcinoma  involving  the  thoracic  duct  see  A.  11.  Smith,  Med. 
Record,  December  2,  'lSOU,  p.  813. 
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injury.  Owing  to  the  entrance  into  the  lymph  trunk  of  bacteria  or  other 
infectious  agents,  poison  of  venomous  reptiles,  insects,  etc.,  the  vessels, 
sometimes  for  a  considerable  distance  away  from  the  wound,  become  red, 
tender,  and  painful.  Under  these  conditions  the  appearances  which  the 
vessels  present  vary.  In  some  cases  the  redness  disappears  after  death 
and  we  find  no  appreciable  alteration.  In  other  cases,  the  walls  of 
the  lymph- vessels  are  more  or  less  densely  infiltrated  with  pus  cells, 
there  is  proliferation  of  the  endothelium,  and  the  lumen  may  contain 
variable  quantities  of  pus  and  fibrin  and  desquamated  degenerated  en- 
dothelium. The  tissue  about  the  vessels  mav  also  be  infiltrated  with 
serum  and  pus.  These  lesions  may  undergo  resolution  and  the  vessel  be 
restored  to  its  normal  condition;  or  the  vessel  wall  and  surrounding 
tissue  may  die  or  become  involved  in  abscess;  or  new  connective  tissue 
may  form  in  and  about  the  vessel,  sometimes  with  obliteration  of  its 
lumen.  The  associated  lymph  nodes  may  participate  in  the  inflammatory 
process. 

Tuberculous  Lymphangitis. — Tuberculous  inflammation  occurs  both  in 
large  and  small  lymph-vessels.  Miliary  tubercles  and  diffuse  tubercle 
tissue  may  form  in  the  walls  and  project  into  the  lumen  of  the  larger 
trunks;  or  in  the  smaller  vessels  the  new  growth  may  entirely  fill  the 
lumen,  and  grow  within  it,  with  more  or  less  involvement  of  the  walls. 
This  may  occur  independently,  but  it  is  most  frequently  seen  in  connec- 
tion with  t uberculous  inflammation  of  adjacent  tissues.  Thus  from  tuber- 
culous lymph-nodes  in  the  vicinity  of  the  thoracic  duct  there  may  be  a 
direct  extension  of  the  tuberculous  inflammation,  an  involvement  of  the 
walls  of  the  duct,  and  a  growth  of  tubercle  tissue  into  its  lumen.  Such 
growths  in  the  thoracic  duct  have  been  shown  by  Weigert  to  occur  in  acute 
general  miliary  tul)erculosis,  and  satisfactorily  explain  the  dissemination 
of  the  tubercle  bacilli.  In  the  vicinity  of  tul)erciilous  ulcers  in  the  in- 
testines, furthermore,  we  often  see  the  subserous  lymph -vessels,  which 
pass  from  the  vicinity  of  the  ulcers,  distended  with  the  products  of  tu- 
berculous inflammation  and  looking  like  dense  white  knobbed  cords 
(Fig.  291). 

Syphilitic  Lymphangitis  not  infrequently  occurs  in  the  vicinity  of 
syphilitic  ulcers  in  the  primary  stage.  In  later  stages  there  may  l>e 
thickening  of  the  walls  of  the  vessels  and  the  development  of  gummy 
tumors  in  and  about  them. 

TUMORS. 

The  relation  of  the  endothelium  of  the  lymph-vessels  and  spaces  to 
endotheliomata  has  been  already  mentioned  in  the  section  on  Tumors. 

The  dissemination  of  malignant  tumors  through  the  lymph  channels 
is  of  frequent  occurrence,  and  is  particularly  marked  in  the  case  of  car- 
cinoma. In  the  vicinity  of  carcinomata  the  lymph-vessels  are  not  infre- 
quently crowded  with  the  tumor  cells,  forming  white,  irregular  cords; 
or  small  masses  of  the  tumor  cells  may  be  found  in  the  lymph-vessels. 
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either  near  to  or  remote  from  the  tumor.  White,  irregular  networks  are 
ofteu  formed  in  this  way  beneath  the  pleura  in  carcinoma  of  the  lung 
(Fig.  178),  or  beneath  the  capsule  of  the  liver.  Transverse  sections  of 
lymph-vessels  thus  distended  show  sometimes  swelling  and  detachment 
of  the  endothelium  and  a  crowding  of  the  lumen  with  tumor  cells. 


CHAPTER  VI. 

THE   RESPIRATORY  SYSTEM. 
The  Nose  and  its  Associated  Cavities. 

The  mucous  membrane  lining  the  nose  under  normal  conditions  cleanses  from  dust 
the  air  which  impinges  upon  and  sweeps  across  it  in  respiration.  It  is  in  this  way  ex- 
posed to  various  deleterious  agencies.  It  is  subject  also  to  such  sudden  changes  of 
temperature  as  may  involve  great  and  abrupt  alterations  in  the  condition  of  its  blood- 
vessels. 

INFLAMMATION.  (Rhinitis.) 

Acute  Catarrhal  Inflammation  is  common  and  often  associated  with  a 
similar  process  in  the  pharynx  and  larynx.  There  is  at  first  a  hyperaemic 
swelling  followed  by  an  increased  production  of  mucus  and  transudation 
of  serum  from  the  blood-vessels;  emigration  of  leucocytes  and  desquama- 
tion of  epithelium  may  follow.  This  and  other  inflammatory  processes 
may  extend  to  the  frontal  sinuses  and  the  antrum  where  the  exudates  may 
collect.1  As  the  process  resolves,  the  exudation  ceases,  the  epithelium 
regenerates,    and  the  mucosa  is  restored  to  its  normal  condition. 

Croupous  Inflammation,  either  simple  or  diphtheritic,  may  involve  the 
nasal  cavities.  Phlegmonous  inflammation  involving  adjacent  parts  is  of 
occasional  occurrence.  Bacteria  apparently  play  an  important  part  as 
excitants  of  acute  catarrhal  inflammation. 

Chronic  Catarrhal  Inflammation  may  follow  the  acute  form,  and  is 
marked  by  hyperplasia  of  the  fibrous  tissue  in  the  submucosa,  often  fol- 
lowed by  atrophy  of  the  mucosa.  Ulceration  of  the  mucosa  may  occur; 
the  exudate  may  assume  a  fetid  character ;  or,  as  is  frequently  the  case, 
an  hyperplasia  of  the  mucosa,  often  with  a  serous  infiltration,  may  lead 
to  the  formation  of  the  so-called  mucous  polyps.8 

Tuberculous  and  Syphilitic  Inflammation  with  the  usual  morphological 
characters  of  these  processes  are  common  in  the  nasal  cavities. 

TUMORS. 

Aside  from  the  nasal  polyps  which  may  l>e  adenomatous  in  character, 
the  most  common  tumors  are  epithelioma  and  sarcoma. 
Dermoid  cysts  have  been  described. 

1  For  a  study  of  the  bacteriology  of  nasal  inflammation  see  Hotcard,  Am.  Jour. 
Med.  Sciences,  vol.  ex  v.,  p.  520,  1898. 

*  For  a  summary  of  facts  concerning  the  nature  of  the  ordinary  nasal  polyps  see 
Wright,  New  York  >ied.  Record,  January  26,  1901,  p.  132,  bibliography. 
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The  pharynx  may  be  the  seat  of    lesions  similar  to    those  above 
described  as  involving  the  nasal  cavities  (see  page  429). 


The  Larynx  and  Trachea. 

Malformations. 

The  larynx  and  trachea  may  be  absent.  The  larynx  may  be  abnormally  large  or 
small ;  the  epiglottis  also  may  be  too  large  or  too  small,  or  may  be  cleft.  There  may 
be  communications  between  the  trachea  and  the  oesophagus,  and  then  the  pharynx  gen- 
erally ends  in  a  cul-de-sac,  and  the  oesophagus  opens  into  the  trachea.  There  may  be 
imperfect  closure  of  the  original  branchial  arches,  so  that  there  are  fissures  in  the  skin 
leading  into  fistuhe  which  open  into  the  pharynx  or  trachea.  The  fissure  in  the  skin  is 
small  and  is  situated  about  an  inch  above  the  steruo-clavicular  articulation,  usually  on 
one  or  both  sides,  more  rarely  in  the  middle  line.  Individual  cartilages,  as  the  epiglot- 
tis, or  one  or  more  rings  of  the  trachea,  may  be  absent,  or  there  may  be  supernumerary 
rings.  The  trachea  may  divide  into  three  main  bronchi  instead  of  two,  and  in  that  case 
two  bronchi  are  given  off  to  the  right  lung  and  one  to  the  left.  The  trachea  may  be 
on  the  left  side  of  the  oesophagus  or  behind  it. 


(EDEMA    OF  THE  GLOTTIS. 

This  is  a  condition  in  which  there  is  an  accumulation  of  serous  fluid 
in  the  submucosa  of  the  upper  part  of  the  larynx.  This  may  be  due  to 
simple  circulatory  disturbances,  local  or  general,  or  it  may  be  inflamma- 
tory in  character.  The  greatest  accumulation  of  fluid  is  in  places  in 
which  the  submucous  tissue  is  abundant  and  loose  in  texture,  as  in  the 
posterior  wall  of  the  epiglottis,  in  the  ary-epiglottidean  folds,  and  in  the 
false  vocal  cords.  The  swelling  of  these  parts  may  be  so  great  as  to 
occlude  the  air  passage.  After  death  the  edematous  swelling  may 
largely  disappear,  but  the  mucous  membrane  may  be  left  unusually 
wrinkled  and  flabby. 

(Edema  of  the  glottis  is  comparatively  infrequent  in  association  with 
such  heart,  kidney,  and  lung  lesions  as  lead  to  general  oedema.  It  is,  on 
the  contrary,  frequent  in  connection  with  various  forms  of  laryngeal 
inflammation. 

INFLAMMATION.     (Laryngitis. ) 

Acute  Catarrhal  Laryngitis. — This  occurs  as  an  independent  process  as 
a  complication  of  the  infectious  diseases,  or  may  l>e  induced  by  the  inha- 
lation of  irritating  vapors  and  of  hot  steam  and  smoke.  The  inflamma- 
tion varies  in  its  intensity  in  different  cases.  The  mucous  membrane  is 
at  first  congested,  swollen,  and  dry;  then  the  mucous  glands  become 
more  active  and  an  increased  quantity  of  mucus  is  formed.  There  is 
desquamation  of  the  superficial  epithelial  cells,  while  through  emigra- 
tion leucocytes  may  infiltrate  the  submucosa,  and  together  with  mucus 
and  desquamated  epithelium  form  the  exudate.  There  may  be  oedema 
of  the  glottis. 
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After  death  the  congestion  of  the  mucous  membrane  frequently  dis- 
appear altogether. 

Chronic  Catarrhal  Laryngitis. — The  surface  of  the  mucous  membrane  is 
dry  or  eoated  with  muco-pus.  The  epithelium  is  thickened  in  some 
places,  thinned  in  others,  or  in  places  entirely  destroyed.  The  submu- 
cosa  may  be  infiltrated  with  cells,  diffusely  thickened,  or  form  little 
papillary  outgrowths;  it  may  be  thinned,  or  necrotic  aud  ulcerated. 

The  mucous  glands  may  be  swollen  and  prominent.  The  inflamma- 
tion may  extend  to  the  perichondrium  of  the  cartilages,  which  may 
become  necrotic  In  chronic  laryngitis  there  may  be  a  more  or  less 
diffuse  thickening  of  the  epithelium,  often  associated  with  an  hyperpla- 
sia of  the  submucous  tissue.     This  is  called  pachydermia  diffusa.     A  sim- 
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Fio.  833.— Localized  Hyperplasia  or  Tin  Epitkelicm  and  Suhmicovs  Connective  Tissue  or  the 

FALSE  VOCAL  CORDS. 
The  section  ibowi  a  portion  of  ■  small  roufrrj  wsrt-ll«e  or  papillary  RNnrttL 

ilar  process,  if  localized,  may  lead  to  larger  and  smaller  wart-like 
excrescences — pachydermia  verrucosa  (Fig.  233). 

Croupous  Laryngitis  occurs  most  frequently  as  the  characteristic  local 
lesion  in  diphtheria,  of  which  the  Bacillus  diphtheria*  is  the  excitant  (see 
page  235).  It  may,  however,  be  incited  by  the  Streptococcus  pyogenes 
and  other  bacteria,  and  not  infrequently  accompanies  other  infections  dis- 
eases, scarlatina,  typhoid  fever,  and  other  exanthemata  (see  page  186). 
The  false  membrane  may  be  continuous  with  a  similar  structure  in  the 
pharynx,  and  it  may  extend  down  into  the  bronchi. 

Phlegmonous  Laryngitis. — Suppurative  inflammation  involving  the 
mucosa  and  submucosa  is  usually  secondary  to  catarrhal,  croupous,  tuber- 
culous, or  syphilitic  laryngitis;  or  it  may  be  associated  with  pyaemia  or 
erysij>elas,  or  it  may  follow  mechanical  injury  from  a  foreign  body.  It 
is  not  uncommon  on  the  posterior  surface  of  the  epiglottis  or  in  the  ary- 
epiglottideau  folds,  and  may  be  associated  with  cedema  of  the  glottis. 
Abscesses  may  form  which  rupture  into  the  larynx,  or  they  may  extend 
into  the  neck  or  the  pharynx  or  oesophagus. 

Tuberculous  Laryngitis.—  Th is  lesion  is  most  frequently  associated  with 
pulmonary  tuberculosis.     Early  in  the  process  there  is  a  formation  in  the 
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suhmucosa  of  miliary  tubercles  together  with  more  or  less  new  small- 
celled  tissue;  with  this  is  a  catarrhal  inflammation  with  an  exudate  of 
mucus,  pus  cells,  and  desquamated  epithelium. 

As  coagulation  necrosis  of  the  subepithelial  tubercles  occurs,  ulcers 
are  formed,  often  with  an  increase  of  the  catarrhal  exudate.  The  proc- 
ess may  extend  so  as  to  involve  the  walls  of  the  larynx,  and  necrosis  of 
the  cartilages  may  follow.  Adjacent  ulcers  may  become  confluent  so 
that  considerable  areas  of  the  mucous  membrane  may  be  destroyed. 

Syphilitic  Laryngitis. — This  form  of  inflammation  may  have  the  ordi- 
nary characters  of  an  acute  or  chronic  catarrhal  inflammation,  or  it  is  pro- 
ductive in  character  with  the  formation  of  new  tissue  in  the  stroma  of 
the  mucous  membrane.  This  new  tissue  is  principally  composed  of 
small  cells,  which  often  degenerate  and  become  necrotic.  In  this  way 
the  mucous  membrane  of  the  larynx  and  the  tissues  beneath  are  thick- 
ened in  some  places  and  destroyed  in  others,  giving  rise  to  erosions  and 
ulcers.  These  changes  are  especially  marked  in  the  upper  portion  of  the 
larynx.  If  the  perichondrium  be  involved  there  may  be  necrosis  of  the 
laryngeal  cartilages.  Owing  to  the  cicatricial  contractions  of  healed 
syphilitic  ulcers  there  may  be  great  deformity  of  the  larynx. 

Lesions  of  the  trachea  are  often  associated  with  those  of  the  larynx  and 
are  in  general  similar  in  character. 


TUMORS  OF  THE  LABYNX  AND  TRACHEA. 

Retention  Cysts  of  the  mucous  glands  of  the  larynx  may  form  sacs 
projecting  into  its  cavity. 

Papilloma,  single  or  multiple,  is  the  most  common  form  of  benign 
tumor  of  the  larynx.  It  is  most  frequent  upon  the  vocal  cords  and  is 
usually  associated  with  chronic  inflammation.  Fibroma,  lipoma,  myxoma, 
and  angioma  arc  occasionally  met  with.  Chrondromata  grow  from  the 
normal  cartilages  and  are  usually  multiple  and  sessile.  They  may  pro- 
ject into  the  cavity  of  the  larynx. 

Fusiform  or  spheroidal -celled  sarcomata  of  the  larynx  have  been  seeu 
in  a  considerable  number  of  cases,  both  in  children  and  in  adults. 

Carcinomata,  usually  the  epitheliomatous  type,  may  originate  in  the 
larynx,  most  commonly  upon  the  false  vocal  cords.  But  from  adjacent 
structures,  usually  from  the  (esophagus,  cancer  may  invade  the  larynx. 

In  the  trachea  tumors  are  of  rare  occurrence,  but  occasional  examples 
of  growths  similar  to  those  in  the  larynx  have  been  found.  Tuberculous 
and  otherwise  altered  bronchial  lymph-nodes  may  by  ulcerative  processes 
enter  and  obstruct  the  trachea. 

Single  or  multiple  amyloid  masses,  often  associated  with  cartilage, 
have  been  descril>ed  in  the  larvnx  and  trachea.' 

1  See  Mtmtt*e,  Vircli.  Arch.,  Bd.  elix.,  p.  117,  1900. 
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The  Pleura. 


Non- inflammatory  accumulations  of  clear  serum  in  the  pleural  cavi- 
ties are  of  frequent  occurrence.  They  occur  under  conditions  similar 
to  those  which  lead  to  dropsy  in  other  parts  of  the  body — lesions  of  the 
heart,  liver,  and  kidneys,  and  changes  in  the  circulation  and  in  the  com- 
position of  the  blood. 

If  the  amount  of  serum  be  large  it  may  compress  the  lower  lobes  of 
the  lungs. 

HYDRO-PNEUMOTHORAX-PYO-PNEUMOTHORAX. 

The  presence  of  air  in  the  pleural  cavities  is  usually  associated  with 
a  serous  or  purulent  exudate.  It  may  occur  as  the  result  of  perforation 
of  the  lung,  from  rupture,  from  ulceration  of  tuberculous  lesions  at  the 
pleural  surfaces,  from  injuries  to  the  chest  wall,  perforation  of  the  dia- 
phragm, by  suppurative  or  cancerous  lesions  of  the  oesophagus,  stomach, 
or  intestine,  as  well  as  in  a  variety  of  other  conditions.  Gas  may  form 
in  the  pleural  cavities  in  infection  by  the  bacillus  aerogenes  capsulatus. 

HAEMORRHAGE. 

Subpleural  ecchymoses  may  occur  in  asphyxia  or  during  infectious 
diseases  or  intoxications.  More  extensive  extravasations  of  blood — 
luematothorax — may  be  the  result  of  injuries  to  the  wall  of  the  thorax  or 
the  rupture  of  aneurism. 

Hemorrhagic  Exudates  are  usually  associated  with  tuberculous  inflam- 
mation of  the  pleura  or  with  infarctions  of  the  lungs,  carcinoma,  or  inju- 
ries, infectious  diseases,  or  cirrhosis  of  the  liver. 

INFLAMMATION.    (Pleuritis,  Pleurisy.) 

Inflammation  of  the  pleura  may  occur  as  an  independent  lesion,  but 
it  is  commonly  associated  with  pathological  processes  in  the  lungs,  peri- 
cardium, abdomen,  or  chest  wall.  It  may  be  exudative  in  character, 
usually  associated  with  more  or  less  proliferation  of  the  mesothelial 
("endothelial")  and  connective- tissue  cells,  or  it  may  be  productive 
with  the  formation  of  new  connective  tissue.  These  phases  of  inflamma- 
tion may  be  associated.  Through  the  production  of  new  connective  tis- 
sue, repair  of  the  acute  inflammatory  lesion  is  commonly  effected.  In 
the  exudative  forms  of  pleurisy  the  exudate  may  consist  of  fibrin,  or  of 
serum  and  fibrin,  or  of  serum  with  fibrin  and  pus. 

Simple  Fibrinous  Pleurisy  (Dry  Pleurisy ;  Pleuritis  Sicca). — This  may 
involve  circumscribed  areas  of  the  costal,  mediastinal,  diaphragmatic, 
or  pulmonary  pleura,  less  frequently  the  entire  pleura  of  one  side  of  the 
28 
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chest.  The  affected  portions  of  pleura  are  dull  aud  lustreless  and  coated 
with  fibrin,  opposing  surfaces  often  being  joined  by  bands  of  fibrin. 
There  are  swelling,  degeneration,  proliferation,  and  exfoliation  of  the 
mesothelium,  with  swelling  and  proliferation  of  the  connective-tissue 
cells  beneath.  Exceptionally,  there  is  involvement  of  the  entire  pleura 
of  one  side,  with  the  production  of  such  a  large  amount  of  fibrin  as 
seriously  to  compress  the  lung. ' 

Sero-Fibrinous  Pleurisy  (Pleurisy  with  Effusion). — This  is  the  most  com- 
mon form  of  pleurisy.  As  a  rule,  it  involves  the  greater  part  of  the 
pleura  of  one  side  of  the  chest.  Sometimes,  however,  the  pleura  of  both 
sides  of  the  chest  is  involved,  and  then  the  pericardium  also  is  often 
inflamed. 

While  the  inflammation  is  in  progress  the  surface  of  the  affected  pleura 
is  coated  with  fibrin,  and  bands  of  fibrin  stretch  between  the  parietal  and 
pulmonary  pleura.  In  the  pleural  cavity  is  serum  in  variable  quantity. 
This  serum  is  clear,  or  turbid  from  the  presence  of  exfoliated  mesothe- 
lium, leucocytes,  and  flocculi  of  fibrin  or  red  blood  cells.  The  lung  is 
compressed  in  different  degrees  and  positions,  according  to  the  quantity 
of  the  serum  and  the  character  of  the  adhesions.  The  heart  may  also  be 
displaced  by  the  accumulated  exudate. 

The  natural  termination  of  such  a  pleurisy  is  the  recovery  of  the 
patient,  with  thickenings  of  the  pleura  and  adhesions.  The  irregular 
terminations  are :  The  death  of  the  patient,  the  protracted  existence  of 
the  fibrin  and  serum,  and  the  change  of  the  character  of  the  inflamma- 
tion so  that  pus  is  produced. 

If  the  patient  recover,  the  serum  is  absorbed,  the  fibrin  disappears, 
and  repair  is  effected,  as  in  simple  fibrinous  pleurisy,  by  the  formation 
of  granulation  tissue,  which  gradually  becomes  dense  and  cicatricial  in 
character  and  may  remain  as  local  or  general  thickenings  or  firm  adhe- 
sions of  the  opposed  pleural  surfaces.  The  lung  may  be  distorted  by 
contraction  of  the  new-formed  connective  tissue.  The  exudates  in  the 
serofibrinous  form  of  pleurisy  do  not  usually  infiltrate  the  pleura,  but 
gather  upon  its  surface  and  in  the  cavity. 

Tiik  Excitants  of  Serofibrinous  Pleurisy. — Cultivations  from 
the  exudate  give  in  the  larger  proportion  of  cases  negative  results;  but 
the  pneumococeus,  Streptococcus  pyogenes,  Staphylococcus  aureus  and 
albus,  and  the  typhoid  bacillus  have  been  isolated.  When  the  inflam- 
mation of  the  pleura  is  consecutive  to  acute  lobar  pneumonia,  the 
pneumococeus  may  still  not  be  found  in  the  exudate.  The  presence 
of  the  streptococcus  is  frequently  followed  by  the  formation  of  pus. 
The  organisms  named  above  may  be  present  alone  or  in  various  associa- 
tions. Many  cases  with  simple  sero-fibriuous  exudate  prove  on  inocula- 
tion to  be  tul>erculous.* 

1  For  a  study  of  the  origin  of  fibrin  and  adhesions  of  the  serous  membranes  consult 
Heinz,  Vircli.  Arch.,  Bd.  elx..  p.  305.  19<)0:  also  Onybtnf,  Jour.  Exp.  Med.,  vol.  iii.,  p. 
1,  bibliography. 

2  For  a  study  of  the  bacteria  in  exudative  pleuritis.  with  the  earlier  bibliography. 
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Suppurative  Pleurisy  (Empyema). — Suppurative  pleurisy  may  occur 
either  with  or  without  the  formation  of  a  considerable  sero-fibrinous  exu- 
date. The  exudate  may  be  purulent  from  the  beginning,  or  a  sero-fibrin- 
ous exudate  may  assume  this  character. 

The  pleural  cavity  in  empyema  is  partly  or  completely  filled  with 
purulent  fluid,  and  the  lung  is  either  compressed  against  the  vertebral 
column  or  partly  adherent  to  the  chest  wall.  Sometimes,  however,  the 
purulent  fluid  is  shut  in  by  adhesions,  either  between  parts  of  the  lung 
and  the  thoracic  wall,  or  between  the  lung  and  the  diaphragm,  or  between 
the  lung  and  the  pericardium,  or  between  the  lobes  of  the  lung. 

The  fluid  in  the  pleural  cavity  is  usually  a  thin,  purulent  serum, 
composed  of  serum,  pus  cells,  mesothelial  cells,  and  flocculi  of  fibrin ; 
but  sometimes  this  fluid  is  thick  and  viscid. 

While  in  children  the  more  or  less  active  suppurative  process  in  the 
pleura  may  continue  for  a  long  time  without  deep  involvement  of  the 
pleura,  in  adults  granulation  tissue  may  form  upon  the  pleura,  which 
thus  becomes  gradually  thickened  and  may  so  remain  for  months  with 
its  inner  vascular  surface  covered  with  pus  and  fibrin.  In  such  cases  as 
well  as  in  less  chronic  forms  the  fibrin  fibrils  are  often  swollen  and  coa- 
lesce to  form  irregular  homogeneous  or  finely  granular  masses.  Resolu- 
tion may  occur  in  one  region  of  the  pleura  while  the  exudate  in  another 
may  become  encapsulated  by  new-formed  connective  tissue. 

In  old  cases  the  thickening  of  the  pleura  may  be  great  and  it  may 
become  calcified.1  The  perichondrium  of  the  cartilages  and  the  peri- 
osteum of  the  ribs  may  become  inflamed,  with  necrosis  of  the  cartilages 
and  ribs  or  a  production  of  new  bone.  Necrosis  and  gangrene  of  the 
involved  pleura  may  occur  and  putrefactive  process  be  set  up  in  the  exu- 
date. The  suppurative  process  may  extend  from  the  pleura  involving 
adjacent  parts,  such  as  the  fasciae,  the  muscles,  the  skin,  the  diaphragm, 
or  the  lungs.  Thus  the  pus  may  find  an  exit,  through  the  wall  of  the 
thorax,  into  the  peritoneal  cavity  or  into  the  lungs. 

In  inflammation  of  the  pleura  the  process  may  extend  to  the  lymphat- 
ics in  the  interlobular  septa,  around  the  bronchi,  and  around  the  blood- 
vessels. This  interlobular  lymphangitis  occurs  more  frequently  in  chil- 
dren than  in  adults.  The  lymphatics  in  the  interlobular  septa  and  those 
around  the  bronchi  and  blood-vessels  are  distended  with  pus  cells,  the 
septa  are  much  thickened,  and  the  lobules  separated  from  each  other. 

Serofibrinous  pleurisy  and  empyema  may  occur  as  complications  of 
infectious  diseases,  such  as  scarlatina,  typhoid  fever,  and  various  forms 
of  septicaemia,  or  by  an  extension  of  an  inflammatory  process  from  such 
adjacent  parts  as  the  pericardium,  lungs,  mediastinum,  etc.  The  vari- 
ous forms  of  pneumonia  are  frequently  associated  with  local  or  general 
inflammation  of  the  pleura. 

consult  Pntdden,  New  York  Medical  Journal  June  24th,  1893.      For  fuller  data  see 
better,  Bouchard  and  Brissaud's  uTraite  de  Medecine,"  t.  vii.,  p.  309,  1901. 

1  For  a  resume  of  our  knowledge  of  various  calcifications  in  the  lungs,  and  allied 
conditions  often  called  "lung  stones,* consult  Pttlaillon,  uLes  Pierresdu  Poumon,"  etc.. 
Paris,  1891 ;  or  Ugryy  Arch.  gen.  de  Med.,  March  and  April,  pp.  837  and  466,  1892. 
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The  Excitants  of  Empyema. — Streptococcus  pyogenes  is  the  most 
frequent  excitant  of  suppurative  inflammation  of  the  pleura.  Ac- 
cording to  the  statistics  of  Netter  this  organism  has  been  found  in  a 
little  over  forty  per  cent  of  the  cases  examined  of  all  ages.  The  pneu- 
mococcus  has  been  found  in  over  twenty-five  per  cent  of  cases  examined. 
The  streptococcus  and  the  pneumococcus  are  associated  in  a  small  pro- 
portion of  cases.  Of  less  frequent  occurrence  are  Staphylococcus  pyo- 
genes, Bacillus  typhosus,'  Bacillus  coli  communis,  the  gonococcus,  the 
pneumo-bacillus  of  Friedltinder,  and  the  influenza  bacillus.  In  empy- 
ema with  fetid  exudate,  various  forms  of  bacteria  may  be  present- 
While  in  the  adult  the  streptococcus  is  most  often  found  in  the  empye- 
inic  exudate,  in  young  children  the  pneumococcus  is,  according  to  Net- 
ter,a  most  common. 

Chronic  Pleurisy  with  Adhesions. — This  form  of  pleurisy  may  follow 
one  of  the  varieties  of  pleurisy  just  described,  it  may  be  associated  with 
emphysema  and  chronic  phthisis,  or  it  may  occur  by  itself. 

After  death  the  pulmonary  and  costal  pleura  are  found  thickened  and 
joined  together  by  numerous  adhesions.  These  changes  may  involve 
only  a  part  or  the  whole  of  the  pleura  on  one  or  both  sides  of  the  chest. 

The  thickened  pleura  is  covered  with  mesothelium ;  the  new  connec- 
tive tissue  may  be  very  dense  and  may  contain  few  or  many  cells. 
Blood-vessels  may  be  numerous  and  irregular  in  distribution  or  few  in 
number. 

Tuberculous  Pleuritis. — Tuberculosis  of  the  pleura  is  usually  secondary 
to  tuberculous  inflammation  elsewhere  in  the  body,  either  in  the  lungs, 
which  is  most  common,  or  the  bronchial  lymph-nodes,  peritoneum,  bones, 
etc.,  or  it  may  be  a  part  of  a  general  miliary  tuberculosis.*  There  may 
be  localized  or  widely  disseminated  miliary  tubercles  upon  or  beneath  the 
pleural  surfaces,  either  in  direct  association  with  lesions  beneath  the 
pulmonary  pleura  or  apart  from  these  or  upon  the  costal  pleura.  The 
tuberculous  foci  may  be  larger  and  more  diffuse*.  The  minute  char?  ters 
of  the  inflammation  are  not  essentially  different  from  those  found  in 
tuberculosis  in  connective  tissue  elsewhere,  but  the  mesothelial  cells  cov- 
ering the  pleura  may  share  largely  in  the  early  phases  of  the  new  growth. 

If  the  process  be  prolonged,  much  dense*  fibrous  tissue  may  be  formed 
in  which  are  miliary  tubercles  in  various  stages  of  coagulation  necrosis 
or  larger  patches  of  necrotic  tissue  surrounded  by  miliary  tubercles  or 
diffuse  tuberculous  tissue. 

With  all  types  of  tuberculous  inflammation  of  the  pleura  more  or  less 
exudate  may  form.  This  may  be  serofibrinous,  often  with  very  little 
fibrin,  or,  as  is  frequently  the  case,  it   is  tinged  or  deeply  colored  with 

1  Consult  for  cases  bibliography  GoviUnier  and  Lartiq<iu.  Am.  Jour.  Med.  Sciences. 
vol.  exxi..  p.  43.  1001. 

5  Xttttr,  Bouchard  and  Brissaud's  uTraite  de  Medecine."  t.  vii.,  p.  445.  1901.  For 
a  study  of  the  ways  of  infection  of  the  pleura  see  GrtJter,  Deutsches  Arch.  f.  klin.  Med., 
Bd.  IxViii..  p.  2JMJ.  1900.  bibliography. 

3  For  evidence  of  the  frequency  of  primary  tuberculosis  of  the  pleura,  consult 
H'Khiipyl,  New  York  Medical  Record,  June  24.  1H99. 
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blood.  The  exudate  may  be  purulent.  The  tubercle  bacillus  may  be 
associated  with  other  bacteria,  most  often  with  the  Staphylococcus  pyo- 
genes in  the  purulent  exudate. 

Many  cases  of  pleuritis  with  a  serofibrinous  exudate  giving  no  growth 
of  bacteria  on  the  ordinary  culture  media  are  found  to  be  tuberculous,  by 
the  inoculation  of  guinea-pigs  with  the  fluid. 


Fibroma,  sarcoma,  and  endothelioma  may  occur  as  primary  tumors  of 
the  pleura.  Fibroma  and  lipoma  formed  in  the  subpleural  tissues  may 
encroach  upon  the  pleural  cavity.  Endothelioma  usually  occurs  in  the 
form  of  larger  and  smaller,  flat  or  projecting,  irregular  uodular  masses 


Fig.  314.  -e.vdothilioma  or  the  1'li.lha. 
The  Inner  surface  of  a  segment  of  the  costal  pleura,  euntalnlnit  three  of  the  ribs.  Is  shown  in  the  rut. 

( Fig.  234),  frequently  most  marked  and  extensive  upon  the  costal  pleura. ' 
This  as  well  as  other  tumors  of  the  pleura  may  be  associated  with  au 
exudative  pleuritis. 

Carcinoma,  primary  in  the  thyroid,  mamma,  oesophagus,  and  stomach, 
may  invade  the  pleura.  Small  white,  slightly  projecting,  often  pig- 
mented elevations  of  the  pleura,  either  siugle  or  multiple,  are  common. 
These  were  formerly  regarded  as  mostly  miliary  fibromata.  But  Hoden- 
pyl  and  others  have  shown  that  while  some  may  be  fibromata  or  lym- 
phaugiomata  or  air  cysts,  they  are  mostly  fibrous  masses  which  replace 
or  enclose  miliary  tubercles.  Echinococcus  and  other  cysti  of  the  pleura 
have  been  recorded.' 

1  For  bibliography  of  endothelioma  of  the  pleura  consult  Glotknrr.  Zeita.  f.  Ileil- 
kunde.  Bd.  xviii.,  p.  3011.  1S97. 

'Foru  description  of  ciliated  cvsts  of  the  pleura,  see  Zahn,  Virchow's  Arch..  Bd. 

cxiiii..  p,  i7i. 
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The  Lungs  and  Bronchi. 
The  Bronchi. 

HAEMORRHAGE. 

In  haemorrhage  from  the  bronchi  the  source  of  the  blood  is  often  to 
be  sought  in  the  parenchyma  of  the  lung  (see  page  445)  or  in  a  ruptured 
aneurism.  But  haemorrhage  from  the  bronchial  walls  may  occur  in 
tuberculous  or  other  forms  of  ulceration,  chronic  bronchitis,  malignant 
tumors,  etc. 

INFLAMMATION.    (Bronchitis.) 

Acute  Catarrhal  Bronchitis. — This  is  frequently  associated  with  a  simi- 
lar process  in  the  trachea.  It  is  characterized  by  hyperemia  and  swelling 
of  the  mucous  membrane  with  the  formation  of  exudate,  which  usually 
consists  largely  of  mucus  formed  by  the  hypersecretion  of  the  mucous 
glands  or  degeneration  of  the  epithelial  cells.  Mingled  with  this  are 
exfoliated  and  more  or  less  degenerated  epithelium  from  the  mucous 
membrane,  leucocytes  from  the  dilated  vessels  of  the  submucosa,  varying 
numbers  of  red  blood  cells,  and  bacteria. 

The  microscopic  appearances  differ  in  different  parts  of  the  bronchial 
tubes  in  accordance  with  the  differences  in  structure.  Mucous  glands, 
when  these  are  present,  may  reveal  great  functional  activity,  and  their 
ducts  may  be  distended  with  mucus  which,  often  mingled  with  exfoli- 
ated and  degenerated  cells,  streams  out  upon  the  surface.  Swelling  and 
proliferation  of  the  connective-tissue  cells  and  endothelium  of  the  vessels 
of  the  submucosa,  oedema,  and  emigration  from  the  dilated  vessels  are 
often  marked.  The  leucocytes  may  be  seen  making  their  way  through 
the  epithelium  into  the  other  exudates  upon  the  surface.  The  epithelium 
may  be  loosened,  single  or  clustered  cells  falling  off  here  and  there,  or 
shreds  of  cells  may  exfoliate  together  (see  Fig.  235).  The  deeper  sphe- 
roidal epithelia,  the  so-called  mother  cells  from  which  the  new  ciliated 
cells  on  the  surface  are  formed  in  both  physiological  and  pathological 
regeneration,  usually  remain  in  place  upon  the  basal  membrane.  In  the 
small  bronchi  whose*  walls  are  thin,  little  else  may  be  seen  than  an  irreg- 
ular exfoliation  of  the  epithelium.  On  the  other  hand,  the  smaller 
bronchi  may  be  much  involved  and  their  lumina  filled  with  exudate; 
when  this,  which  has  been  called  "capillary  bronchitis,"  occurs,  the 
inflammatory  process  usually  involves  the  adjacent  and  associated  terri- 
tories of  lung  tissue,  constituting  one  of  the  important  forms  of  broncho- 
pneumonia. In  some  forms  of  bronchitis  the  exudate  may  consist 
largely  of  pus. 

Atelectasis  of  corresponding  tracts  of  the  lung  may  follow  the  occlu- 
sion of  the  bronchi  with  exudate.     As  recovery  advances,  the  subinu- 
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cosa  assumes  its  normal  thickness  and  character  ami  the  epithelium  in 
regenerated  from  the  cells  of  the  deeper  layers. 

Various  forms  of  bacteria  may  be  associated  with  acute  bronchit  is.  and 
are  presumably  the  excitants  under  favorable  conditions  of  the  lesions; 
the  etiological  relationship  has,  however,  not  yet  been  experimental!; 
established.  The  most  common  forms  of  bacteria  are  Streptococcus  pyo- 
genes, the  pneuiuococeus,  Staphylococcus  aureus,  and  the  influenza 
bacillus.' 

Chronic  Catarrhal  Bronchitis. — This  form  of  bronchit  is  may  be  the  sequel 
of  one  or  more  attacks  of  acute  bronchitis.  More  frequently  it  is  associ- 
ated with   emphysema,  heart  disease,  interstitial  pneumonia,   phthisis, 


This  Bill™  iif  ;i  xinill  inrMon  'if  tin-  lirunrhiit]  ivull  slum-.  <-..i i- i.li-m^l.-  r.[..li:iiii.n  ..t  rl iih.  limn. 

bul  many  of  il»-  iIivj.t  ■"M-iillcd  •' rtn-r  it]  Is"  rvtrmiri  In  hIjii'p,    'I'hr'ii-  an-  -nil  line  i.(  tin- roliniTtiviv 

II— I'll-    - 1  r  I  - 1    i"IIL'i-tl"N    "T    III I  V. ■"■■!.    Ill    ll|n    -ill -hi,  u  llh    .i-.l,-|n:i  1,11.1  ,■!  ii|L',  uf  I.. 1 1  ,if  l>-1ki  '  ^-.'  It-. 
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pleuritic  adhesions,  or  the  inhalation  of  Irritating  substances.  There  is 
in  most  cases  a  constant  production  of  mucus,  pus,  and  serum  in  consid- 
erable i|uantitics,  and  these  intlamrnatory  products  may  have  a  very  foul 
odor.  Less  frequently  these  products  are  very  scanty— dry  e:il:urh. 
The  epithelium  is  deformed  and  desqoamatlng,  with  a  production  of  new 
cells  in  Hie  deeper  layers.  There  may  be  epithelial  hyperplasia  or  atro- 
phy ;  the  mucous  glands  are  large  or  atrophied ;  then-  may  In-  hyperpla- 
sia or  atrophy  of  the  submucosa;  the  muscularis  may  be  thickened  or 
atrophied.  These  changes  in  the  fibrous  and  muscular  elements  of  the 
walls  lead  In  the  so-called  "Irabcculation  "  of  their  inner  surfaces  (Fig. 
236).  Obliterating  arteritis  of  the  associated'  vessels  may  OOBDT.  These 
changes  in  the  Malls  ofthe  bronchi  may  lead  to  brotichicetusia. 
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Acute  Pseudo-membranous  Bronchitis — Croupous  Bronchitis — may  occur 
with  croupous  laryngitis,  as  a  lesion  of  diphtheria,  with  lobar  pneumo- 


no.  3«.- ChioXiC  Uronchitis  with  Monti 
This transverse section  "Is  portion  oil  hi1  wall  of  u  dllalBd  hmnrhi»  shriicj  atrophy  of  the  epltlirlliim ; 
Bhmu*  hypMTJlmla  ot  Hm-  sulimu™«a  with  tlie  formation  uf  LoiiKtiudlnal  ridgea  on  Uw  Interior  «f  thr  tube 
tou  ii'KM  In  thlssectkinj;  thickening  <>f  ih':  nil  ol  Ibe  bronchus  and  atrophy  ol  (he  raucous  glands. 

uia,  ami  sometimes  without  these  associations.  The  bronchi  are  lined  or 
tilled  with  a  mass  of  fibrin,  pus,  and  desquamated  epithelium.  Fibrin 
and  pus  may  also  be  found  beneath  the  epithelium  and  infiltrated  in  the 
st  roma. 

Chronic  Fibrinous  Bronchitis  is  attended  with  the  format  ion  in  one  or 
mure  bronchi  of  masses  of  fibrin  which  are  expectorated  by  the  patient 
in  the  form  uf  branching  easts 
of  the  bronchi  (Fig.  237 ). 
After  death  the  bronchi  are 
said  to  be  but  little  altered 
from  the  normal.' 

Ciirschmaiin  has  described 
under  the  name  "bronchiolitis 
ejrwiatirn "  a  form  of  bron- 
chitis iu  which  small  threads 
and  1  Kinds  of  gray  or  yellow, 
partly  transparent,  coagulated 
material  are  formed  iu  the 
small  bronchi — "Curschniann'a 
spirals."  These  sometimes  oc- 
cur in  pneumonia.  Iu  different 
forms  of  bronchitis,  especially 
in  those  associated  with  asth- 
ma, the  exudation  may  con- 
Iain  small,  octahedral  bodies, 
e  accidental  formations,  probably 
u  the  sputa, 
rdi.  f.  klin.  Med.,  BU  txvii.,  p.  337, 1900. 


probably  composed  of  i 
formed  from  cells,  and 
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Dilatations  of  the  bronchi  maybe  cylindrical,  fusiform,  or  sacculated. 
The  sacculated  dilatations  are  usually  the  larger.  These  communicate 
with  one  side  of  the  bronchus.  The  peripheral  portion  of  the  bronchus 
may  be  obliterated ;  the  bronchus  leading  to  the  cavity  may  be  of  normal 
size,  or  dilated,  or  stenosed,  or  even  completely  obliterated.  Such  sac- 
culated dilatations  may  reach  a  very  large  size  and  may  communicate 
with  each  other.  Dilatations  are  apt  to  occur  under  conditions  which 
interfere  with  the  integrity  of  the  bronchial  wall. 

In   acute  general  bronchitis  and    broncho- pneumonia  in  children, 

Mr  Wt*         'ft  -iff 

if/.  46,  f    # 

Fit).  2)8.—  PIHIUT  ADENOHA  Or  TIIK  BRONCHI. 

cylindrical  dilatation  of  a  number  of  the  medium-sized  bronchi  often 
occurs. 

In  the  persistent  broncho-pneumouia  of  children  such  dilatations  may 
reach  a  still  greater  development.  Chronic  bronchitis  may  lead  to  cylin- 
drical or  sacculated  dilatations,  sometimes  of  great  size. 

Occlusion  of  some  of  the  brouchi,  consolidatiou  of  portions  of  the 
lung,  and  extensive  pleuritic  adhesions  may  also  lead  to  bronchiectasis. 

The  walls  of  bronchiectatic  cavities  may  be  lined  with  mucous  mem- 
brane, which,  however,  is  apt  to  undergo  various  changes  as  the  process 
advances.  Thus  the  subepithelial  layer  may  be  vascular  and  cellular 
and  thrown  into  folds,  or  itjuay  be  thin  and  dense.  The  epithelium  is 
often  irregular,  sometimes  irregularly  thickened,  sometimes  thin,  or  it 
may  be  largely  absent.  The  glands,  muscle,  and  cartilages  of  the  walls 
of  the  bronchi  may  disappear  through  atrophy.  The  presence  of  certain 
forms  of  bacteria  in  the  exudate  in  bronchiectasis  may  lead  to  offensive 
putrefactive  process  and  even  to  gangrene. 
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Ill  acute  and  chronic  phthisis  the  tuberculous  inflammation  of  the 
walls  of  the  brouchi  often  gives  rise  to  sacculated  dilatations,  which 
expand  with  time  and  become  still  larger  by  the  destruction  of  the  adja- 
cent luug  tissue — tuberculous  broncbiectasiffi. 


Primary  tumors  of  the  bronchi  are  rare.  Lipoma,  chondroma,  and 
fibroma  have  seen  observed.  Sarcoma  is  rare,  but  may  occur,  especially 
in  spheroidal  cell  forms,  or  as  an  extension  of  similar  growths  in  the 
mediastinum.  Adenoma  (Pig.  238)  and  primary  carcinoma  are  rare. 
Secondary  carcinoma  is  not  uncommon  and  may  also  involve  the  trachea 
of  the  lungs. 

In  chronic  bronchitis,  polypoid  hyperplasia;,  simulating  tumors,  may 
project  into  the  lumen.  Ossification  of  the  bronchial  walls  is  of  occa- 
sional occurrence. 


LESIONS  OF  THE   TRACHEAL    AND    BRONCHIAL    LYMPH-NODES. 

The  tracheal  and  bronchial  lymph-nodes  may  be  the  seat  of  a  variety 
of  lesions  which,  owing  to  their  situation,  as  well  as  for  other  reasons, 
are  of  considerable  practical  impor- 
tance. They  may  be  enlarged  from 
hyperplasia  in  acute  infectious  dis- 
eases; by  the  development  in  them  of 
tumors;  in  leukaemia  and  with  es- 
pecial frequency  in  tuberculosis  (Plate 
III. ).  They  may  become  pigmented 
from  inhaled  coal  or  other  dust  and 
may  atrophy  or  become  fibrous  or 
calcified.  In  cheesy  degeneration  fol- 
lowing t ul>erculosis  (Fig.  239),  or  in 
suppurative  inflammation,  perfora- 
tion may  take  place  into  the  air 
passages,  or  the  pulmonary  blood- 
vessels, or  aorta,  or  into  the  pericar- 
dial or  pleura!  cavities;  in  this  way 
hteinorrhage  or  secondary  inflamma- 
tory processes  or  gangrene  may  occur. 
Death  may  occur  from  pressure  upon 
the  trachea  by  tumors  of  the  adja- 
cent lymph-nodes.  Sudden  death 
from  asphyxia  may  result  from  per- 
foration into  the  trachea.  Pressure 
upon  Hie  pulmonary  veins  may  lead 
to  pulmonary  ailcina.     The  bronchi  al 


Pathology—  Deiafield  and  Prudden. 


Tuberculous  Bronchial  Lymph- Nodes. 


The  nodes  are  enlarged  a 
tubercle  in  the  lung  tissue  a 
tubercle  bacilli.     The  lung  v. 


1  caseous,  with  areas  of  comment  iiifi  m>(Iiiuiij;.  An  isolated 
>ve  the  enlarged  nodes  indicates  a  1<.«_j]  dispersion  of  the 
hardened  in  alcohol. 
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lymph-nodes  are  very  important  as  distributing  centres  of  infectious 
micro-organisms,  and  particularly  as  points  of  lodgment  of  tubercle  ba- 
cilli, which  have  been  gathered  from  the  pulmonary  air  spaces  from  the 
pharynx  or  elsewhere.  * 

The  Lungs. 

Malformations. 

One  or  both  lungs  may  be  wanting  or  only  partially  developed.  One  lung  is  some- 
times converted  into  a  number  of  sacs  formed  of  dilated  bronchi,  while  the  lung  paren- 
chyma is  undeveloped. 

The  lobes  may  be  subdivided  by  deep  fissures,  accessory  lobes  may  be  present,  or 
an  accessory  lung  may  be  present.  An  accessory  lung  in  the  abdominal  cavity  has  been 
described.4  There  may  be  with  absence  of  part  of  the  wall  of  the  thorax  hernia  of  the 
lung.  There  may  be  transposition  of  the  lungs,  with  similar  changes  in  the  position  of 
the  heart  and  the  abdominal  viscera. 


INJURIES— PERFORATIONS. 

Severe  contusions  of  the  thorax  may  produce  rupture  of  the  lungs, 
with  extravasations  of  blood  into  the  pleural  cavities. 

The  lungs  may  be  wounded  by  a  fractured  rib  and  by  penetrating 
weapons  and  projectiles.  Such  injuries  often  lead  to  bleeding  into  the 
lung  tissue  followed  by  inflammatory  changes.  The  lungs,  however, 
exhibit  a  considerable  degree  of  tolerance  for  such  injuries. 

Collections  of  pus  in  the  pleural  cavities,  the  mediastinum,  the  liver, 
the  spleen,  the  kidneys,  and  the  peritonal  cavity  may  perforate  the  lungs. 
See  also  Hydropneumothorax. 

DISTURBANCES  OF  CIRCULATION. 

Anaemia. — The  lungs  may  be  anaemic  in  connection  with  a  general 
ameinia  of  the  body ;  or  from  compression  of  a  part  or  a  whole  organ,  as 
by  pleural  exudates,  tumors,  or  new-formed  fibrous  tissue ;  from  occlu- 
sions of  blood-vessels  or  in  atrophy  of  these  in  emphysema. 

Hyperemia  and  (Edema. 

Hyperemia  may  occur  as  the  result  of  the  inspiration  of  irritating 
gases ;  from  the  presence  of  toxic  substances  in  the  blood ;  in  early  phases 
of  inflammation,  or  as  the  result  of  such  an  occlusion  of  vessels  in  one 
part  as  causes  its  accumulation  in  another. 

On  the  other  hand,  hyperemia  of  the  lung  is  often  due  either  to  some 

1  Consult  for  summary  of  lesions  of  bronchial  lymph-nodes  Hall,  Philadelphia  Medi- 
cal Journal,  December  1st,  1900,  bibliography.  See  also  concerning  tuberculosis  refer- 
ence Xorthrup  and  Ihvaird,  p.  868.  For  an  excellent  resume  concerning  normal  and 
pathological  tracheal  and  bronchial  lymph-nodes,  see  Marfan  in  Bouchard  and  Bris- 
saud's  "Traite  de  Medecine,w  t.  vii.,  p.  525. 

9  Consult  Vogel,  Virch.  Arch.,  Bd.  civ.,  p.  285,  1809,  bibliography. 
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hindrance  to  the  exit  of  blood  through  the  pulmonary  vein,  such  as  mi- 
tral stenosis  or  insufficiency,  or  to  enfeeblemeut  of  the  ventricular  con- 
tractions, as  in  fatty  degeneration  of  the  heart  muscle  or  interstitial  myo- 
carditis. In  the  last  hours  of  life  the  feeble  action  of  the  heart  disposes 
to  pulmonary  congestion.  The  position  of  the  body  upon  the  back  in 
bed  favors  an  accumulation  of  blood  in  the  posterior  portions  of  the 
lungs — hypostntic  congestion.  Hyperbaric  lungs  ai«  in  varying  degrees 
darker  and  heavier  than  norma) ;  an  unusual  amount  of  blood  flows  from 
the  cut  surface.  (Edematous  fluid  is  often  also  present.  R«d  blood 
cells  often  pass  through  the  capillary  walls  in  hypenemia  and  these  with 
more  or  less  exfoliated  epithelium  may  be  found  in  the  a 


Chronic  Congestion. — In  prolonged  hyperremiaof  the  lungs,  notably  in 
connection  with  lesions  of  the  mitral  and  aortic  valve,  or  degeneration 
or  dilatation  of  the  left  ventricle,  the  veins  and  capillaries,  especially 
the  capillaries,  become  permanently  distended,  pouched,  and  elongated, 
so  that  they  often  stretch  in  loops  into  the  air  spaces  {Fig.  240).  Red 
blood  cells  find  their  way  from  the  contorted  vessels  by  dinpedesis  or  small 
hii'iuorrhages  into  the  air  vesicles  or  interstitial  tissue  of  the  lung.  Here 
decomposition  of  the  haemoglobin  leaves  brownish  pigment  particles  which 
may  remain  free  or  be  taken  into  celts.  In  the  air  vesicles  the  epithelial 
cells  usually  desquamate  in  considerable  numbers,  and  take  up  the 
pigment  in  varying  amount.  This  pigment  gives  to  the  lungs  a  peculiar 
brownish  |>ink  or  salmon  color.  The  appearance  of  these  lungs  may  be 
modified  by  luemorrhagie  infarctions,  by  preexisting  emphysema  or 
oedema,  or  by  exudative  inflammation.     Associated  with  these  changes 
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there  is  usually  a  new  formation  of  fibrous  tissue,  so  that  the  lung  be- 
comes indurated,  leathery,  and  dry,  and  collapses  less  readily  than  nor- 
mal. This  condition  is  often  called  broicn  induration  of  the  lung.  This 
formation  of  fibrous  tissue  is  analogous  with  that  which  occurs  in  other 
organs,  such  as  the  kidney  and  liver  in  chronic  congestion.  Emigration 
of  leucocytes  is  not  infrequently  associated  with  diapedesis  from  the 
dilated  capillaries,  and  these,  with  the  desquamated  epithelium,  may 
accumulate  in  the  air  vesicles. 

In  oedema  of  the  lungs  the  vesicles  contain  a  clear,  sometimes  foamy, 
fluid,  occasionally  tinged  with  blood,  usually  mixed  with  exfoliated  ves- 
ical epithelium.  The  oedematous  fluid  may  be  present  in  the  bronchi 
and  in  the  interstitial  tissue  of  the  lungs.  (Edema  is  often  associated 
with  hyperemia,  and  like  this  may  vary  in  different  parts  of  the  lung. 
On  the  other  hand,  there  may  be  extensive  oedema  without  overfilled 
blood-vessels;  these  in  excessive  oedema  may  indeed  be  nearly  empty  and 
compressed.  (Edema  of  the  lungs  may  occur  in  general  infections  and 
intoxications,  or  in  association  with  local  inflammatory  processes.  Fatal 
(jedema  of  the  lungs  may  be  associated  with  fat  embolism. 

The  studies  of  Welch l  show  that  with  diminished  force  exerted  by 
the  left  side  of  the  heart,  the  vigor  of  the  right  remaining  unimpaired, 
oedema  of  the  lungs  may  follow.8 


HEMORRHAGE  AND  INFARCTION. 

HEMORRHAGE. 

Haemorrhages  into  the  lung  tissue  and  air  spaces  of  the  lungs  may 
occur  from  trauma,  from  rupture  of  aneurism,  in  acute  infectious  dis- 
eases and  intoxications,  in  scurvy  and  hsematophilia,  in  asphyxia  from 
brain  lesions  or  other  conditions,  from  tuberculous  ulcerations  involving 
the  blood-vessels.     Multiple  ecchymoses  may  occur  in  fat  embolism. 

Haemorrhage  is  of  frequent  occurrence  in  excessive  hyperemia  of  the 
lungs,  notably  in  connection  with  mitral  stenosis  and  insufficiency.  Un- 
der these  conditions  the  extravasation  of  blood  may  take  place  by  diape- 
desis or  by  rhexis.  The  accumulations  of  blood  may  be  single  or  mul- 
tiple, localized  or  diffuse,  dense  and  firm,  or  when  oedema  is  present, 
soft  and  fluid  in  character.  During  the  last  hours  of  life,  owing  to  en- 
feebleinent  of  the  heart,  extravasation  of  blood  may  occur  which  sinks 
to  the  posterior  dependent  portions  of  the  lungs. 

Infarction. 

As  a  result  of  thrombosis  or  embolism  of  the  pulmonary  artery,  dense 
collections  of  extravasated  blood  may  form,  called  hemorrhagic  in/arc- 

1  Welch,  Virchow's  Archiv,  Bd.  lxxii.,  p.  375. 

*  For  a  study  of  the  disturbances  of  circulation  in  the  lungs  under  various  abnormal 
conditions  see  Knser,  Centralbl.  f.  ges.  Med.,  January  26th,  1901,  bibliography. 
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tions.  These  infarctions  are  often  multiple,  usually  circumscribed,  and 
rounded  or  wedge-shaped,  from  the  size  of  a  walnut  to  that  of  an  orange. 
They  are  of  dark-red  color,  hard  and  unaerated,  with  the  air  spaces 
distended  with  blood,  and  are  often  surrounded  by  a  zone  of  inflamma- 
tory exudate.  They  may  be  situated  in  any  part  of  the  lungs,  but  are 
most  common  in  the  lower  lobes.  At  the  apices  of  the  infarction,  the  oc- 
cluding thrombus  or  embolus  may  be  discovered.  When,  as  is  usually 
the  case,  they  are  near  the  surface  of  the  lungs,  a  circumscribed  inflam- 
mation of  the  pleura  often  occurs. 

Such  infarctions  may  be  followed  by  death ;  they  may  become  gan- 
grenous, or  if  the  emboli  or  thrombi  be  not  infectious,  the  blood  may 
become  absorbed,  and,  especially  in  the  smaller  forms  which  are  more 
often  due  to  embolism,  they  may  be  gradually  changed  into  a  smaller 
mass  of  pigmented  fibrous  tissue. 

A  large  part  of  the  lungs  may  be  involved  in  haemorrhage  due  to 
thrombosis  of  large  trunks  of  the  pulmonary  artery.  Hemorrhagic  in- 
farctions from  thrombosis  or  embolism  are  most  frequent  in  lungs  which 
are  the  seat  of  chronic  congestion.  The  most  common  source  of  the  em- 
boli of  the  pulmonary  artery  is  the  right  heart  or  peripheral  thrombi.1 


ATELECTASIS. 

In  atelectasis  the  walls  of  the  air  spaces  lie  together,  either  because 
they  are  collapsed  or  compressed,  or  because,  as  in  congenital  atelectasis, 
the  lungs,  or  portions  of  them,  have  not  been  expanded  in  respiration. 

In  foetal  or  congenital  atelectasis  defects  in  the  respiratory  mechanism, 
or  blocking  of  the  air  passages,  may  be  responsible  for  the  unaerated 
condition  which  may  affect  only  parts  of  a  lung  or  a  whole  organ.  The 
atelectatic  portions  of  the  lungs  are  dark  red  in  color  and  of  fleshy  con- 
sistency.3 

Atelectasis  may,  on  the  other  hand,  be  acquired,  either  in  childhood 
or  in  adult  life.  In  young  children  collapse  of  portions  of  the  lung  is 
of  frequent  occurrence,  through  occlusion  of  bronchi  by  inflammatory 
exudate.  The  region  thus  cut  off  is  gradually  deprived  of  air,  so  that 
as  the  blood  continues  to  circulate,  it  is  dark  red  and  firm  in  texture. 
Compression  atelectasis  may  be  due  to  exudates,  tumors,  etc.,  in  the  pleu- 
ral cavities.  Under  these  conditions  the  portion  of  lung  involved  may 
be  paler  than  normal  from  the  pressing  out  of  the  blood.  In  adults, 
large  or  small  portions  of  lung  tissue  may  collapse  from  occlusion  of 
a  bronchus  by  exudate  or  stenosis,  by  paralysis  of  the  vagus,  or  in  long- 
continued  feebleness  of  respiration.  (Edema  may  be  associated  with 
collapse. 

Atelectasis  may  resolve  by  an  early  admission  of  air  to  the  collapsed 

1  For  a  fuller  consideration  of  embolism  and  thrombosis  of  the  pulmonary  artery 
consult  Welch,  in  Allbutt's  "System  of  Medicine,"  vol.  vi.,  p.  261. 

*  Collapsed  lungs  from  their  red  color  and  fleshy  consistency  are  often  spoken  of  as 
*4caniified.w 
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region.  On  the  other  hand,  if  prolonged,  fibrous  tissue  may  form  and 
the  involved  portion  may  be  finally  converted  into  a  cicatricial  mass, 
sometimes  containing  bronchiectatic  cavities. 


Vesicular  Emphysema. — In  forcible  inspiration  or  expiration  through 
obstruction  of  the  air  passages,  in  coughing,  or  in  the  use  of  wind  instru- 
ments, or  with  consolidation  or  compression  of  portions  of  the  lungs,  the 
walls  of  the  air  spaces  of  the  lungs  may  be  more  or  less  distended,  either 
in  circumscribed  regions  or  over  large  areas  of  the  lungs.     This  may  de- 


-3^ 


Fig.  841.— Vesicular  Emphyskma. 
Showing  enlargement  of  the  air  spaces  and  thinning  of  their  walls. 

velop  in  a  short  time,  and  then  the  condition  is  designated  acute  emphy- 
sema. 

If  the  conditions  which  induce  emphysema  be  persistent,  as  in  chronic 
bronchitis  with  difficult  respiration  and  coughing,  atrophy  of  the  walls 
of  the  air  vesicles  and  alveolar  passages  may  take  place — chronic  emphy- 
sema. The  walls  become  thinner  and  are  often  perf orated ;  adjacent  air 
spaces  coalesce,  so  that  larger  and  smaller  irregular,  thin -walled  cavities 
are  formed  (Fig.  241).  Destruction  of  the  capillary  network  of  the 
atrophied  walls  occurs,  and  the  lung  may  thus  become  pale  and  amcmic. 
As  a  rule,  the  distention  of  the  air  spaces  is  most  marked  along  the  an- 
terior margins  of  the  lungs,  but  it  may  be  more  general.  Through  the 
atrophy  of  the  elastic  tissue  of  the  lungs,  when  the  lesion  is  general  and 
advanced,  these  organs  do  not  collapse  when  the  chest  is  opened.  They 
appear  pale,  are  dry  and  soft,  and  pit  on  pressure  by  the  finger. 

The  microscopic  picture  is  that  of  varying  degrees  of  atrophy ;  des- 
quamation and  fatty  degeneration  of  the  vesical  epithelium  are  common. 
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As  already  indicated,  emphysema  of  the  lungs  is  often  associated  with 
chronic  bronchitis.  With  this  may  be  more  or  less  hyperplasia  of  the 
interstitial  tissue.  Dilatation  or  hypertrophy  of  the  wall  of  the  right 
ventricle  is  common.  Chronic  endarteritis  of  the  pulmonary  vessels  may 
be  associated  with  emphysema.  There  may  be  chronic  venous  conges- 
tion of  the  abdominal  viscera  and  dropsy.  Delafield  holds  that  the  more 
essential  lesion  in  some  forms  of  emphysema  is  the  development  of  new 
connective  tissue  with  which  dilatation  of  the  air  vesicles  and  atrophy 
of  their  walls  are  in  varying  degrees  associated. 

In  old  age,  atrophic  processes  in  the  lungs  may  be  associated  with 
dilatation  and  mergence  of  the  air  spaces.  This  is  called  senile  emphy- 
sema. 

Interstitial  Emphysema. — Eupture  of  the  walls  of  the  air  spaces  may 
permit  the  escape  of  air  into  the  interstitial  tissue  of  the  lungs.  Rup- 
ture of  the  pulmonary  pleura  may  admit  air  into  the  mediastinum  and 
thence  into  the  tissues  of  the  neck.  Gas  may  form  after  death  in  the 
interstitial  tissue  of  the  lungs  from  the  presence  of  the  Bacillus  aerogenes 
capsulatus  or  other  putrefactive  bacteria. 


GANGRENE. 

Circumscribed  gangrene  occurs  in  the  form  of  one  or  more  rounded 
or  irregular  masses  of  variable  size.  The  gangrenous  portion  of  lung  is 
at  first  brown  and  dry.  The  surrounding  lung  tissue  is  congested  or 
cedematous,  or  infiltrated  with  blood,  or  inflamed.  If  the  gangrenous 
focus  is  near  the  pleura,  the  latter  will  be  coated  with  fibrin.  Gradu- 
ally the  gangrenous  portion  of  lung  assumes  a  dirty  green  color  and  a 
putrid  odor.  It  becomes  soft,  disintegrated,  and  separated  from  the 
surrounding  lung.  The  blood-vessels  may  be  obliterated  by  thrombi,  or 
eroded,  so  that  there  are  profuse  hemorrhages. 

Such  a  gangrenous  process  may  extend  to  the  adjacent  lung  tissue,  or 
a  zone  of  gray  or  red  hepatization  or  of  connective  tissue  maybe  formed. 
The  fluid  from  the  gangrenous  lung  may  pass  into  the  bronchi  and  be 
expectorated;  or  it  may  run  from  one  bronchus  into  another  and  incite 
new  gangrenous  foci  or  diffuse  gangrene.  The  pulmonary  pleura  may 
be  perforated  and  a  gangrenous  pleurisy  produced.  Gangrene  may  fol- 
low lobar  or  broncho-pneumonia,  especially  such  phases  of  the  latter  as 
result  from  the  inspiration  of  foreign  material  containing  micro-organ- 
isms from  the  mouth;  it  may  arise  from  infectious  emboli  in  the  lungs, 
or  by  an  extension  of  a  gangrenous  process  from  an  adjacent  part. 

Diffuse*  gangrene  may  follow  the  circumscribed  form  ;  it  may  compli- 
cate lobar  pneumonia  or  occur  as  an  independent  condition.  A  large 
part  of  a  lobe  or  of  an  entire  lung  becomes  greenish,  putrid,  and  soft, 
and  the  pulmonary  pleura  is  inflamed.  There  may  be  haemorrhages  from 
eroded  vessels.     There  may  be  general  septicemia. 

Various  forms  of  bacteria  may  be  present  in  gangrenous  areas  of  the 
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lungs.  Among  those  frequently  present  is  the  Staphylococcus  pyogenes, 
Streptococcus  pyogenes,  pueumococcus,  and  various  saprophytic  micro- 
organisms. 

INFLAMMATION.   (Pneumonia,  Pneumonitis.) 

General  Considerations. 

Before  commencing  the  study  of  inflammation  of  the  lungs  it  is  well  to  recall  some 
of  those  features  of  structure  and  function  which  influence  the  local  manifestations  of 
disease  in  these  organs  and  largely  determine  the  special  character  of  its  lesions.  In 
the  first  place,  the  lungs,  like  the  gastro-intestinal  canal,  while  in  a  topographic  sense 
within  the  body,  are  still  in  open  communication  with  the  exterior,  and  are  thus  more 
directly  exposed  to  various  deleterious  agencies  than  are  those  structures  and  organs 
wholly  enclosed  by  living  tissues.  Notwithstanding  this  vulnerability  of  location,  the 
recesses  of  the  lungs  are  guarded  by  protective  mechanisms  of  great  efficiency.  Thus 
in  normal  respiration  the  air,  which  often  bears  as  dust  many  organic  and  inorganic 
substances  as  well  as  minute  living  organisms,  is  largely  cleansed  by  its  repeated  im- 
pingement upon  the  moist  mucous  surfaces  of  the  nose,  pharynx,  larynx,  and  bronchi. 
The  ciliated  cells  of  these  membranes  are  constantly  sweeping  upward  such  of  these 
particles  as  have  lodged  upon  them,  while  by  the  lymph  channels  and  the  lymph  nodes 
foreign  substances  which  have  escaped  the  barriers  are  either  removed  or  stored  in  the 
least  harmful  situations.  Damage  to  the  integrity  or  efficiency  of  these  protective 
agencies  is  a  factor  in  the  origin  of  pulmonary  diseases  too  often  ignored. 

The  responses  of  the  lung  tissues  to  the  excitants  of  inflammation  are  not  funda- 
mentally as  distinct  nor  as  variable  as  the  common  classifications  of  pneumonia  would 
seem  to  indicate.  Exudation  from  the  smaller  blood-vessels  is  one  of  the  most  common 
features  of  the  acute  phases  of  pulmonary  inflammation. 

The  formation  of  exudates  is  favored  by  the  extensive  capillary  network  which  is 
almost  directly  exposed  to  such  deleterious  agents  as  may  gain  access  to  the  air  spaces; 
while  a  great  accumulation  of  exudates  is  possible  owing  to  the  spongy  structure  of 
the  organs. 

The  transitional  character  of  the  epithelium  lining  the  air  vesicles  predisposes  to 
cell  proliferation  and  exfoliation,  and  thus  to  the  formation  of  exudate. 

On  the  other  hand,  the  abundant  blood  and  lymph  channels1  favor  the  speedy  re- 
moval from  the  air  spaces  in  the  lungs  of  large  quantities  of  exudate. 

While  the  abundant  lymphatics  of  the  lungs  aid  in  the  rapid  disposal  of  exudates, 
they,  on  the  other  hand,  favor  the  absorption  of  toxic  substances  into  the  bod}'  at  large 
when  bacteria,  for  example,  are  the  excitants  of  the  local  inflammation.*  So  that  al- 
though exudative  pneumonia  is  commonly  considered  a  local  disease,  it  is  often  rather  a 
local  expression  of  a  general  infection  or  is  doubly  significant  on  account  of  the  asso- 
ciated toxiemia. 

In  addition  to  the  development  and  accumulation  of  exudates,  necroses  and  the 
formation  of  fibrous  tissue  are  the  most  noteworthy  general  pathological  processes  in 
the  lungs. 

While  the  conspicuous  differences  in  the  various  forms  of  pneumonia  are  largely 
due  to  differences  in  the  nature,  virulence,  and  distribution  of  their  excitants,  predis- 
posing factors  dependent  upon  age,  constitutional  condition,  and  the  protective  mechan- 
ism of  the  lungs  are  of  great  significance. 

The  common  classifications  are  based  partly  upon  etiology,  partly  upon  morphol- 
ogy, and  the  names  used  suggest  now  the  topography  of  the  lesions  or  the  character  of 
the  tissue  which  is  especially  affected,  and  again  the  species  of  the  bacterial  excitant. 
Thus  the  term  lobar  pneumonia  is  topographical :  tuberculous  pneumonia  emphasizes 
the  excitant;  while  interstitial  pneumonia  suggests  the  form  of  tissue  involved. 

'  See  Miller.  Arch.  f.  Anat.  und  Physiologic.  Anat.  Abth.,  1900,  p.  197.  bibliography. 
"Note  by  Councilman,  uThe  Lobule  of  the  Lung  and  its  Relation  to  the  Lym- 
phatics." Boston  Jour.  Med.  Sciences,  vol.  iv.,  p.  16.'),  1900. 
29 
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Acute  Lobar  Pneumonia.     ( Fibrinous  Pneumonia—  Croupous 
Pneumonia. ) 

This  is  an  infectious  disease  incited  by  the  Micrococcus  lanceolatus 
(pneumococcal  of  Fruenkcl).'  It  is  especially  characterized  by  an  exu- 
dative inflammation  in  which  red  and  white  blood  cells,  serum,  and  fibrin 
accumulate  in  the  air  spaces  of  the  lungs,  usually  involving,  especially  in 


adults,  tin*  whole  of  one  lobe-  or  lung  or  portions  of  both  lungs.*  Toxae- 
mia from  the  absorption  of  poisons  formed  locally  in  the  lungs  is  an 
important  and  often  most  significant  factor  in  the  disease.  The  pneuuio- 
coccus  is  occasionally  widely  disseminated  in  the  blood. 

During  the  first  bom's  of  the  inflammation  the  capillaries  of  the  air 
spaces  are  congested,  the  lung  is  ^edematous,  firmer  than  normal,  but  uot 
markedly  consolidated.  The  air  spaces  contain  varying  numbers  of  leu- 
eoeyles,  red  blood  cells,  serum,  and  fibrin  (Fig.  242).  The  epithelial 
cells  lining  the  air  vesicles  may  be  swollen,  they  sometimes  proliferate, 
and  are  usually  detached  in  considerable  numbers.  Catarrhal  bronchitis 
and  'neuritis  may  at  this  time  develop.     This  is  called  the  stage  of  "con- 

1  We  sliull  HSt' lii-re  ns  sviioiiviiioiis  1  lie  mimes  Miemineens  liuu'ei.latlts  and  pneiimn- 
eneen-;  «  lien  imeimmeerrus  is  used  the  m.eumun.eeus  „f  Frjir-iikel  is  referreil  l<>.  F.ir 
it  cleM-i-iptinii  nf  rliis  nrpinisiu,  see  p.  litl. 

-Tlie  clinictil  emirse  ■•.ml  ihe  morplicilogieal  elmrueiers  of  i!n-  inflammation  of  tin? 
hllilis  iissiiciiiteil  willi  i  lie  MirTi.eiHTim  ItiticcoliiltiN  ure  .-ii  lypiciil  I  lull  we  seem  juslitiiil 
in  liuihiiiL'  I  In-  lerni  liilnir  nr  Illiniums  piieiiiiiiniiii  In  Ibis  nnutiiiun,  even  tlioujrh  in  Ham- 
riiatinns  -i  Hie  limys  due  m  ntlir-r  cxcinnits  are  ecensiiimdly  lolmr  in  extent  and  may 
liuve   ii    tiliriTimis  exiiilnle.  mill   Ihmi^li  exceptionally    the   pni-iimococclls  inflammation 
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gestion"  or  "engorgement "  and  may  last  for  a  few  hours  or  for  several 
days. 

As  the  process  continues  red  blood  cells,  but  especially  polymorpho- 
nuclear leucocytes,  and  fibrin  accumulate  in  the  air  spaces  and  smaller 
bronchi,  so  that  the  portion  of  lung  involved  becomes  solid  and  friable, 
somewhat  resembling  the  liver  in  color  and  consistency;  hence  the  term 
"  red  hepatization  "  which  has  been  used  to  indicate  this  condition.  The 
cut  surface  of  the  consolidated  portion  is  dry  and  coarsely  granular,  the 
granules  being  plugs  or  casts  of  exudate  in  the  air  spaces.  A  light 
scraping  of  the  cut  surface  of  the  lung  with  the  knife  readily  removes 
these  granules  or  plugs  of  exudate,  which  consist  largely  of  fibrin  and 
leucocytes  with  red  blood  cells  and  exfoliated  epithelium  (Fig.  243). 
The  relative  amount  of  leucocytes,  red  blood  cells,  and  fibrin  in  the  air 
spaces  varies  greatly,  sometimes  one,  sometimes  the  other,  preponderat- 
ing. The  fibrin  fibrils  often  coalesce  or  swell,  forming  homogeneous, 
irregular  masses.  On  staining,  large  numbers  of  pneumococci  may  be 
found  mingled  with  the  other  elements.  While  the  general  appearance 
of  the  lung  in  this  stage  is  red,  it  is  often  mottled  with  gray  and  fre- 
quently is  not  uniformly  solid.  Although  the  capillary  bloodvessels  are 
compressed,  they  for  the  most  part  remain  pervious ;  but  thrombosis  is 


Fm.  SO.— Acrra  Lobar  Pnki-monia-Staiiic  ok  "  rkh 
The  air  tetdrlfs  are  Oiled  with  exudate  comuatlng  ianreiv  "(  leuttrylrs.  Ohrin.  and  serum  with  a  few  eplthe- 

not  infrequent.  Fibrinous  pleuritis  is  commonly  present  and  the  inter- 
stitial tissue  of  the  lung,  while  usually  free  from  exudate,  may  be  cedent- 
atous  and  contain  a  few  leucocytes  and  sonic  fibrin. 

The  quantity  of  exudate  in  the  lung  is  often  very  large.  Hodenpyl 
has  found  it  sometimes  to  be  from  three  to  four  or  even  six  pounds  in 
weight. 

In  the  usual  course  of  events  the  red  blood  cells  now  lose  their  haemo- 
globin, the  exudate  begins  to  soften,  and  the  lung  assumes  a  grayish 
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color — gray  hepatization  or  commencing  resolution.  The  leucocytes  and  ex- 
foliated epithelium  undergo  granular  and  fatty  degeneration  or  necrosis, 
and  these  with  the  fibrin  soften  and  disintegrate  (Fig.  244).  The  cut 
surface  of  the  lung  is  now  moister,  less  granular,  and  is  often  covered 
with  a  grumous  fluid.  The  softened  exudate  is  gradually  absorbed  or 
may  be  in  part  expectorated.  The  involved  portion  of  lung  again  con- 
tains air,  the  epithelium  of  the  air  spaces  is  regenerated.' 

While  it  is  customary  and  convenient  to  describe  definite  stages  of 
lobar  inflammation  of  the  lung — red  and  gray  hepatization  and  resolu- 
tion— these  in  fact  not  only  merge 
■ '■'•,■' -V  .-.-:*  gradually    iuto    each     other,    but 

■"  \    {b*j0&-  often  coexist  in  different  parts  of 

!   i ■■,-'■■'        |"»  M%J  .:"(jri  the  lung.     The  process  of  repara- 

'r.fstf-  \      ••*.:.  ,•"**-*%"'  tion  also  usually  occurs  irregularly, 

(p  /  -^    I  wA  so  that  a  lung  in  resolution  may 

i"  \s    is  show  side  by  side  in  neighboring 

•  :.;lv',-^'"~  „  _  air  spaces  well-formed  cellular  and 

K,  '<«■# '-.'■*'  ''J? " ^"riV-  ''"'■>■  ',"\1\       fibrinous  exudate,  degenerated  exu- 
t-'Sz      date,  and  various  phases  of  epithe- 
lial cell  repair. 

Associated  Lesions  in  Other  Or- 
gans.— Fibrinous  or  serofibrinous 
k  lcxo  in  kesoi-v-     pleuritis,    usually   with  slight  but 
often   with   voluminous     exudate, 
commonly  accompanies  lobar  pneu- 
monia.     Catarrhal    and  fibrinous 
bronchitis  is  also  usually  associated 
with  the  pneumonic  process.     Pericarditis  and  endocarditis  are  not  in- 
frequent complications;   meningitis  occasionally  occurs.      The  excitant 
of  these  complications  is  usually  the  pneumococeus. 

Ohromatolysis  of  the  ganglion  cells,  albuminous  degeneration  in  the 
kidney,  liver,  and  heart,  hyperplasia  of  the  bronchial  lymph-nodes,  to- 
gether with  lencocytosis,  fever,  and  frequent  serious  enfeeblement  of  the 
heart  action  are  marks  of  toxiemia.  The  bronchial  lymph-nodes  may 
contain,  especially  in  the  perifollicular  sinuses,  and  often  within  phago- 
cytes, led  blood  cells,  cell  detritus,  and  pneuiuococci  brought  from  the 
lungs;  fibrin  is  frequently  also  present. 

In  lobar  pneumonia  in  young  children,  in  those  enfeebled  by  acute 
and  chronic  disease,  and  in  the  aged,  the  lungs  are  often  less  uniformly 
consolidated  and  less  dense  and  hard  than  in  vigorous  adults.  When 
lobar  pneumonia  ocelli's  in  lungs  already  the  seat  of  chronic  lesions,  such 
as  chronic  congestion,  emphysema,  interstitial  pneumonia,  or  tuberculo- 
sis, the  gross  appearances  of  the  organs  may  differ  in  various  ways  from 
those  of  n neon i plicated  pneumonia. 

»f  ,1 
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While  Micrococcus  lauceolatus  is  the  regular  excitaut  of  lobar  pneu- 
monia, other  bacteria — see  below — are  uot  infrequently  associated  with 
it,  sometimes  though  by  no  means  always  leading  to  clinical  complica- 
tions and  to  modifications  of  the  appearance  of  the  lesion.  Predisposi- 
tion of  the  individual  is  an  uncommonly  conspicuous  and  important  fac- 
tor in  the  etiology  of  this  as  other  forms  of  pneumonia,  so  that,  as  is  well 
known,  exposure,  fatigue,  etc.,  may  induce  the  favoring  bodily  condi- 
tions tinder  which  the  pnemnococcus  becomes  harmful.  The  experiments 
upon  animals  are  most  conclusive  in  demonstrating  that  iutrapulmouary 
injections  of  pneumococcus  cultures,  which  may  be  entirely  without  ob- 
vious effects  in  a  healthy  animal,  may  induce  exudative  inflammation  or 
become  quickly  fatal  after  such  exposure  to  cold  or  fatigue  or  injury  or 
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to  the  action  of  drugs,  as  interferes  with  the  integrity  of  the  blood  or 
locally  damages  the  pulmonary  tissues.1 

Delayed  Resolution  after  Lobar  Pneumonia  ("Organizing  Pneumonia"). 
— Instead  of  undergoing  resolution,  the  fibrinous  and  cellular  exudate  in 
the  air  spaces  in  lobar  pneumonia  may  persist  and  by  a  process  similar 
to  that  which  is  called  organization  of  a  thrombus  (page  73)  may  be 
gradually  replaced  by  new  vascular  fibrous  tissue.  New  connective- tis- 
sue cells  grow  out  from  the  walls  of  the  air  spaces  into  the  exudate;  these 
cells  become  elongated.  Intercellular  fibrils  develop,  and  long  masses 
or  bands  of  this  new  tissue,  often  containing  blood-vessels,  may  extend 
for  considerable  distances  through  the  air  channels  of  the  lung  (Fig. 
245).  These  may  gradually  coalesce  with  the  walls,  and  together  with 
an  interstitial  connective-tissue  growth  may  lead  to  a  fibrous  consolida- 
tion of  the  lung. 

1  For  reference  to  experimental  excitation  of  pneumonia  see  p.  450. 
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Delafield  describes  such  an  intra-alveolar  formation  of  connective  tis- 
sue leading  to  fibrous  induration  of  lobes  of  the  lung  and  occurring  as  an 
independent  lesion  apart  from  the  exudative  form  of  lobar  pneumonia. 


Concurrent  Infection  and  Suppurative  Inflammation  of  the 

Lung  Following  Lobar  Pneumonia. 

Although  as  stated  above  Micrococcus  lanceolatus  usually  occurs  alone 
in  typical  lobar  pneumonia,  it  may  be  accompanied  by  the  Streptococcus 
and  Staphylococcus  pyogenes  and  occasionally  by  other  micro-organisms. 
The  exact  significance  of  these  mixed  or  concurrent  infections  in  lobar 
pneumonia  is  not  always  clear.  But  instead  of  the  usual  resolution  there 
may  be  gangrene ;  or  suppuration  of  the  interstitial  lung  tissue  with  the 
formation  of  abscess  may  occur.  In  such  cases  Streptococcus  pyogenes 
and  Staphylococcus  pyogenes  aureus  or  putrefactive  bacteria  may  be 
present  with  the  pneumococcus  in  the  exudate. 

Suppurative  inflammation  of  the  interstitial  tissue  of  the  lungs  may 
involve  not  only  the  larger  fibrous-tissue  bands  but  the  walls  of  the  air 
vesicles  and  other  air  spaces.  It  is  often  called  "purulent  infiltration." 
From  the  cut  surface  of  the  lungs  in  resolving  lobar  pneumonia,  a  gru- 
nious  fluid  resembling  pus  often  exudes,  and  this  is  sometimes  mistaken 
for  a  mark  of  interstitial  suppuration  of  the  lung. 

Suppurative  inflammation  of  the  interstitial  tissue  of  the  lung  may 
occur  without  association  with  lobar  pneumonia. 


Lobular  Pneumonia  and  Broncho-Pneumonia. 

In  distinction  from  that  common  form  of  pulmonary  inflammation 
induced  by  the  Micrococcus  lanceolatus,  which  as  we  have  seen  is  usu- 
ally lobar  in  character,  there  are  exudative  inflammations  of  the  lungs, 
due  to  many  different  excitants,  which  are  "patchy"  or  " lobular "  in 
extent,  the  consolidated  areas  varying  in  size  from  such  as  are  scarcely 
visible  to  those  several  centimetres  in  diameter.1  These  patches  of  lobu- 
lar consolidation  often  join  and  merge,  so  that  solidification  of  whole 
lobes  or  lungs  is  not  uncommon.  But  the  mottled,  uneven  surface  and 
color  of  the  lungs  on  section,  and  the  usual  absence  of  the  peculiar  granu- 
lation, ordinarilv  suffice  for  the  distinction  even  to  the  naked  eve  of  the 
lobar  from  the  coalescent  lobular  forms  of  exudative  pneumonia. 

It  is  convenient  to  recognize  several  types  of  lobular  exudative  pneu- 
monia, although  the  character  of  the  exudate  is  not  distinctive. 

1  Tin- term  lobular  docs  not  refer  exclusively  to  the  anatomical  *'  lobule"  of  the  lung, 
since  the  masses  or  patches  of  consolidation  often  embrace  several  lobules  or  parts  of 
these. 
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Broncho-Pneumonia .  - 

This  moat  important  type  of  lobular  pneumonia  frequently  develops 
in  connection  with  and  as  an  extension  of  that  furm  of  inflammation  of 
the  smaller  bronchi  commonly  called  "capillary  bronchitis."  At  first 
dark  red  in  color,  the  lobular  areas  of  consolidation  in  broncho-pneu- 
monia become  more  gray  at  the  centre  through  degeneration  of  the  ex- 
udate, while  the  advance  of  the  process  in  the  periphery  is  marked  by 
a  less  solid,  redder  zone.  On  section  of  the  fresh  lung  these  areas  (Fig. 
246)  usually  project  somewhat  above  the  general  surface  and  at  their  cen- 
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tres  the  involved  bronchi  may  appear  us  lighter  spots,  from  which  pus 
may  exude  or  be  easily  pressed  out.  Such  areas  may  coalesce,  forming 
larger  consolidations.  The  exudate  which  more  or  less  completely  fills 
the  air  spaces  (Fig.  247)  consists  of  serum,  old  and  new-formed  epithe- 
lial cells  from  the  walls  of  the  air  spaces,  red  blood  cells,  and  often  fibrin 
and  polymorphonuclear  leucocytes  (Fig.  248)  with  various  forms  of 
micro  organ  isms.  As  a  rule,  however,  fibrin  and  leucocytes  are  not  sis 
abundant  as  in  the  exudate  of  lobar  pneumonia.  Mucus  and  bronchial 
epithelium  may  be  aspirated  into  the  air  spaces  and  mingled  with  the 
exudates. 

Broncho- pneumonia  involves  a  direct  extension  of  the  inflammatory 
process  from  the  bronchi  to  the  contiguous  lung  tissue,  so  that  there  is 
both  an  interstitial  and  exudative  pneumonia  about  the  bronchial  tubes, 
the  whole  forming  the  lobular  areas  of  consolidation  (Fig.  24ft).     This 
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involvement  of  the  bronchial  wall  in  Inflammation  with  a  direct  exten- 
sion of  the  process  to  the  surrounding  lung  tissue  has  beeu  urged  espe- 


cially by  IVIaiield  us  the  process  to  which  the  term  bronoko-piHW 
should  Im'  par  amUmee  applied. 

Between  the  consolidated  areas  there  maybe  atelectasis  ■■!  lung  tissue 
from  the  occlusion  of  the  smaller  bronchi  with  exudate.  When  the  con- 
solidated areas  are  situated  at  the  surface  of  the  lungs,  fibrinous  plcuri 
tis  may  be  preeenl  over  the  affected  regions. 

This  form  of  broncho-pnetononia  is  frequent  in  children,  sometimes 
as  an  independent  process,  but  often  associated  with  or  following  diph- 
theria, scarlatina,  mealies,  etc.  It  oc- 
curs also  in  adults,  either  as  a  compli- 
cation of  infectious  diseases  such  as 
typhoid  fever,  smallpox,  influenza,  etc., 
in-  as  a  primary  process.  It  may  occur 
in  the  aged  or  those  enfeebled  by  chronic 

misting  diseases. 

Resolution    may  take    place   in   the 
areas  of   broncho-pneumonia  by  proc- 
esses of  cell    degeneration  and    abSorp 
tion  identical  with  those  through  which 
restoration  is  secured  in  lobar  pneumo- 
nia.    If,  however,  resolution  inbronohn- 
pneumonia  do  not   present!]  take  place 
and  the  lesion  poi-sist,  dense  conncrihe 
tissue  is  apt  to  form  about  the  bronchi  and  in  the  interstitial  tissue  of 
the  lungs,  which  may  lead  lo  induration  and  distortion  of  the  organs, 
atelectasis,  chronic  bronchitis  with  dilatation  of  the  bronchi,   etc.     A 
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photograph  of  a  section  of  such  a  chronic  or  "  persistent "  broncho- 
pneumonia  is  reproduced  in  Fig.  250. 

Other  Forms  of  Lobular  and  Broncho-Pneumonia. — There  are  forms  or 
types  of  lobular  pneumonia  in  which  serum  aud  epithelial  cells  with 
more  or  less  fibrin  and  leucocytes  collect  in  the  air  spaces  of  a  limited 
region  without  primary  bronchitis  and  without  involvement  of  the  walls 
of  the  bronchi  and  air  spaces. 

In  one  type  of  lobular  pneumonia  aud  broncho -pneumonia  the  exu- 
date may  consist  largely  of  pus  cells  which  infiltrate  the  walls  of  the  air 
spaces  and  bronchi  as  well  as  fill  the  air  spaces  themselves.  This  type 
of  inflammation  may  be  induced  by  the  aspiration  in  feeble  persons  of 
irritating  substances  or  bacteria-coutaiuing  material  of  various  kinds, 
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particles  of  fowl,  saliva,  etc.  This  is  called  aspiration  pneumonia  aud 
may  result  in  uecrotic  or  gangrenous  processes  hi  the  involved  regions 
of  the  bronchi  aud  lungs.  Again  there  may  l>e  cireumscril>ed  areas  of 
exudative  pneumonia,  often  suppurative  in  type  and  involving  the  walls 
of  the  air  spaces,  which  originate  through  the  transportation  by  the 
blood-vessels  of  various  forms  of  bacteria,  especially  the  Streptococcus 
and  Staphylococcus  pyogenes,  as  in  pyjemia;  this  is  called  lobular  pneu- 
monia of  hematogenous  origin  or  pyamie  pneumonia.  Thus  abscesses  of  the 
I nngs  may  be  formed. 

In  the  lobular  pneumonia  of  bubonic  plague  the  exudate  is  said  to 
contain  few  leucocytes  and  epithelial  cells  aud  to  consist  largely  of  blood 
and  plague  bacilli. ' 

In  the  aged  or  those  long  in  bed  in  an  enfeebled  condition,  hypene- 
1  Consult  FUxmr,  Trans.  Assn.  Am.  Pays.,  vol.  xvi..  1901. 
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mill  and  oedema  with  more  or  less  exudate,  usually  epithelial  in  charac- 
ter, may  develop  in  the  dependent  posterior  portions  of  the  lungs — /iji- 
potlatie  oongesttom  and  hypostatic  pneumonia. 

Then  is  a  peculiar  and  rare  form  of  broncho -pneumonia  associated 
with  necrosis  in  which  forms  of  strcptoihrix  have  been  isohited  which 
:ire  undoubtedly  the  excitants  of  the  disease. '  Actinomyces  is  also  an 
occasional  excitant  of  broncho- pneumonia. 

In  all  these  forms  of  lobular  pneumonia  oudema  and  atelectasis  of 
uniuvolved  portions  of  the  lung  may  occur. 

It  is  evident  that  in  lobular  pneumonia  the  infectious  agent  may  reach 
the  luugs  either  through  the  air  passages  or  through  the  blood  or  lymph 


ii'wcls,  and  that  difference*  in  the  portals  of  entry  as  well  as  in  the 
nature  ami  virulence  of  the  excitant  ami  the  susceptibility  of  (ho  indi- 
vidual have  an  important  Iwarinf:  both  upon  the  course  of  the  disease 
ami  the  morphology  of  the  lesion. 

Tin.  Excitants  of  Lobular  and  Brono'ho-I'xi;[tmonia.—  The 
excitants  of  broncho-pneumonia  and  other  types  of  lobular  pneumonia 
are  most  frequently  Streptococcus  pyogenes  i  Pig.  l2~>\  >,  the  pucumo- 
eoecos,  Staphylococcus  pyogenes,  the  typhoid,  diphtheria,  inrlueuza,  and 
plague  bacilli.  Hie  pneuinnliiicillns  of  l-'nodlander;  the  streptothrix 
above  mentioned,    and   other   bacteria   have   been  occasionally   feand. 

'Cjnsult  »rrf»*iK*Z<w*i*,Jour.  ..f  Exp.  Med.,  toL  v..  p.  155,  1000.  WbHographj 
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Pathogenic  moulds  may  be  excitants  of  acute  forms  of  lobular  pulmonary 
inflammation. 

It  will  thus  be  seen  that  while  it  is  convenient  to  group  the  exudative 
forms  of  pulmonary  inflammation  on  the  basis  of  distinctions  which  are 
in  part  morphological,  in  part  etiological,  the  types  in  fact  frequently 
merge  or  concur.  This  should  not  lead  to  confusion  if  we  remember 
that  these  are  infectious  diseases  whose  most  conspicuous  lesion  is  located 
in  the  lungs,  and  that  they  are  not  species  in  the  natural  history  sense, 
for  which  fixed  aud  definite  characters  must  be  established,  but  that  the 
groups  only  iudicate  various  forms  and  phases  of  response  of  a  living 
organ  in  various  conditions  of  susceptibility  to  the  damage  inflicted  by 
one  or  another,  and  not  infrequently  by  two  or  more  combined  forms  of 


This  specimen 
of  the  laiyn*  In  ac 
llie  scanty  exudate. 

niicro-orgauisms.  These  pneumonias  are  not  considered  among  the  infec- 
tious diseases  where  they  logically  belong,  partly  because  there  are  prac- 
tical advantages  in  grouping  pulmonary  lesions  together  and  partly  be- 
cause our  knowledge  of  the  relative  frequency  and  significance  of  the 
bacterial  excitants  of  the  various  types  is  still  in  many  cases  too  incom- 
plete to  permit  the  establishment  of  a  distinctive  and  clearly  defined 
form  of  infection.1 

1  Fur  a  resume  of  the  general  results  of  the  attempts  to  Induce  experimental  pneu- 
monia in  animals,  consult  Aufrteht  in  Nothnagcl's  "Speeielle  Pathologie  u.  Therapie." 
Bfl.  xiv..  Tli.  2,  p.  36,  bibliography,  p.  221. 

For  a  study  of  bacteria  in  the  lungs  ami  their  relationship  in  pneumonia,  consult 
Klijutein,  Zelts.  f.  Win.  Med.,  Ed.  xxxlv.,  p.  191.  1898;  also  with  special  reference  to 
children,  see  Dunk,  Deut.  Arch.  f.  klin.  Med..  Bd.  Iviii..  p.  3«8.  1897. 

For  a  study  of  bacteria  In  the  lungs  of  man  and  lower  animals,  see  Bern,  Arch,  tie 
Med.  exriOrinie'iiiiile,  etc..  t.  xf-  p.  818,  1899,  and  t.  xiii.,  p.  561.  1901. 

For  a  study  of  experimental  cooling  of  the  body  which  may  induce  changes  in  the 


Tin:  i;i:si'[i;atukv  systoi. 


Interstitial  Pneumonia. 

This  name  is  given  to  a  chronic  productive  inflammation,  which  in 
volves  the  connective-tissue  framework  of  the  lung  and  the  walls  Of  the 
atr  spaces,  and  results  in  the  formation  of  new  connective  lissne  and  the 
obliteration  of  the  air  spaces  (Fig-  252). 

Such  an  interstitial  pneumonia  may  follow  acute  lobar  pneumonia 
with  the  production  of  new  intra-alveolar  connective  tissue,  broacihO- 
pneumonia,  chronic  pleurisy,  chronic  bronchitis,  and  atelectasis,  or  may 
be  induced  by  the  inhalation  of  the  dust  of  coal,  atone,  or  oilier  inor- 
ganic substances.     Diffuse  interstitial  pneumonia  may  occur  in  syphilis. 

The  topography  of  the  lesion  varies  considerably  in  the  differenl  con- 
ditions under  which  the  new  tissue  growth  occurs.      If  it  follow  acute 


lobar  pneumonia,  one  lobe  or  the  whole  of  one  lung  may  be  involved  and 
covered  with  pleuritic  adhesions.  The  Lobe  or  the  lung  is  small,  smooth 
on  section,  and  firm  in  texture.  The  air  spaces  and  small  bronchi  may 
lie  largely  obliterated  by  (be  new  connective  tissue.  If  it  follow  broncho, 
pneumonia,  one  or  more  lobes  are  studded  with  fibrous  nodules,  which 
correspond  to  the  affected  bronchi  and  the  associated  lung  territory:  or 
a  large  part  of  a  lobe  is  converted  into  dense  fibrous  tissue;  tin-  pieim 
may  be  iliickciied:  there  may  be  chronic  bronchitis  and  bronehiectaflta. 
If  interstitial  pneumonia  lie  associated  with  thickening  of  the  pleura, 
bands  of  connective  tissue  extend  from  the  pleura  into  the  lung;,  the 
bronchi  are  inflamed  and  often  dilated.     When  associated  with  chronic 


with  the  pneiiiiinrcimus,  : 


■  JieinOoth  rtnd  KoUfofltft, 


For  n  study  <>f  the  inVcN  nf  ronlinj.-  in  nt-iu-nil  us  u  ptvilisp'iiumt  t"  iiifecliuu,  wo 
Kt*xbi!i,  Arch,  f.  llysii'iie,  Hd.  xx\i\.,  j.    14'J.  UN  Ml,  bilitiniiraphy. 

For  :i  Btuilv  nf  ilir  |>i>rtjils  nf  mitrv  in  liini!  iiifWiinii,  u  illi  spi-i-hri  r<:  fcTence  In  tlir 
pl.-nni.  w  tfnfcr.  iViiisu-li.  Arch.  I",  k'tin.  Mini,  Bd.  iwiii  ,  |.   nm.  11NM1,  1.il»lio|fmph.v. 

Concerning  circtilnt'irv  clniniri's  in  tin-  luujis  under  various  pathological  condition's, 
mi;  reference  to  Bwr,  p.  W5, 
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bronchitis  there  arc  fibrous  nodules  around  the  bronchi,  with  more  or 
less  diffuse  connective  tissue. 

The  changes  in  interstitial  pneumonia  may  occur  by  a  slow  hyperpla- 
sia of  the  fibrous  tissue  or  by  the  formation  of  granulation  tissue  which 


Fib.  S53.— Chhomc  Interstitial  pneumonia.    Bivrrsion  or  Epithelium  in  Isolated  air  Vesicles. 

gradually  becomes  denser  with  contraction.  Although  this  process  is 
primary  in  the  interstitial  tissue,  exudates  are  often  present  in  the  air 
spaces;  atelectasis  may  occur,  while  emphysema  and  broncuiectasia  are 
common. 

Sometimes  a  noteworthy  change  occurs  in  the  epithelium  lining  air 
vesicles  which  have  been  cut  off  from  their  neighbors  by  the  new  fibrous 
tissue.  The  epithelial  cells  increase  in  number,  become  thicker,  and 
finally  the  small  or  distorted  cavities  may  be  lined  with  a  complete  in- 
vestment of  cuboulal  cells  (Fig.  253).  This  reversion  of  the  epithelium 
of  the  air  vesicles  to  a  less  differentiated  type  occurs  in  many  chronic 
processes  in  the  lungs. 

Pigmentation  of  the  Lung.— The  inhalation  of  dust  and  smoke  is  so 
continuous  among  those  who  live  much  indoors  that  the  lungs  of  nearly 


■  fVt- 

Fin.  2M.— anthracotic  pigmentation  or  the  lvno. 
tf  plRnutit  brnealh  the  [hleki'msd  pleura  and  In  the  thickened  septa  nf  the  emphysematous  lung. 

all  persons  from  the  earliest  years  are  more  or  less  pigmented.  The  for- 
eign particles  which  get  into  the  deeper  recesses  of  the  lungs  are  in  part 
taken  up  by  the  epithelium  of  the  air  spaces,  in  part  nre  carried  by  pha- 
gocytes or  otherwise  to  the  interstitial  (issues  of  the  lungs  (Fig.  254). 
Here,  either  within  cells  or  without,  they  are  deposited  along  and  within 
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the  lymph-channels  or  in  the  lymph -nodules  of  the  pleura  and  interstitial 
tissue,  or  they  may  be  carried  to  the  lymph-nodes  at  the  root  of  the 
lungs.  Karely,  this  inhaled  dust  passes  the  tracheal  and  bronchial 
lymph- nodes  and  may  be  deposited  in  the  viscera,  especially  in  the  liver 
and  spleen. 

Under  ordinary  conditions  a  considerable  deposit  of  inhaled  pigment 
particles  in  the  lungs  does  not  seem  to  be  of  great  significance,  though 
there  is  little  doubt  that  it  may  predispose  to  more  serious  lesions.  On 
the  other  hand,  miners  and  others  working  or  confined  in  smoky  air, 
stone  or  metal  workers,  and  the  like  are  liable  to  excessive  pigmentation 
and  develop  interstitial  pneumonia,  especially  marked  at  first  along  the 
interlobular  septa  and  frequently  associated  with  chronic  bronchitis, 
emphysema,  atelectasis,  or  bronchiectasia.  This  condition  of  the  lung 
when  due  to  the  inhalation  of  coal  dust  is  called  anthracom  /  when  due  to 
dust  of  various  minerals,  chalicosi*;  when  due  to  iron  dust,  sidero&ln.1 
The  general  process  has  been  called  pneumokoniosis.  The  color  varies  in 
these  lungs  with  the  character  and  amount  of  the  deposited  material, 
which  is  frequently  quite  unevenly  distributed.  The  amount  of  foreign 
material  in  such  lungs  is  sometimes  large.1 


Tuberculous  Pneumonia. 

General  Considerations. — Tuberculous  inflammation  of  the  lungs  is  sim- 
ilar in  nature  to  tuberculous  inflammation  in  other  parts  of  the  body. 
But  since  the  character  of  the  response  of  a  tissue  to  injury  is  largely 
dependent  upon  the  form  and  capacities  of  its  cells,  it  is  not  surprising 
that  in  such  complex  organs  as  the  lungs,  the  lesions  of  tuberculosis 
should  present  many  variations  from  the  usual  type  elsewhere.  The 
bronchial  passages  and  the  connecting  air  spaces,  the  numerous  blood- 
and  lymph-channels  especially  favor  the  distribution  of  the  tubercle 
bacillus  within  these  organs;  the  open  texture  of  the  lungs  permits,  as  in 
other  forms  of  pneumonia,  of  great  accumulation  of  exudate,  while  the 
delicacy  and  thinness  of  the  air  chambers  favor  extensive  disintegration 
of  the  old  or  new-formed  tissues  or  exudates  when  these  have  become 
necrotic  under  the  influence  of  the  poisons  of  the  tubercle  bacilli.3 

Thus  the  variety  of  cells  and  tissues  involved  and  their  peculiar  rela- 
tionships to  one  another  and  to  the  invading  organisms  render  the  lesions 
of  pulmonary  tul>erculosis  more  complex  in  morphology  than  are  tuber- 
culous lesions  in  any  other  part  of  the  body. 

Tin*  classification  of  these  lesions  is  largely  based  upon  topographic 
considerations  and  is  not  to  be  regarded  as  indicating  fundamental  differ- 
ences in  the  reaction  of  the  tissues. 

'For  a  studv  of  the  condition  of  iron  pigment  in  cells  and  tissues  see  Arnold, 
Virch.  Arch..  1*1.  clxi.,  p.  284.  1W0. 

•  For  an  analysis  of  the  lun«rs  of  a  case  of  extreme  anthracosis  see  Hodenpyl,  Trans 
New  York  Path/Soc.  1H99-1900. 

3  For  further  details  concerning  the  lungs  in  intlammation  see  p.  449. 
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Plate  IV. 


Miliary  Tuberculosis  (Acute)  of  the  Lung. 

The  miliary  tubercles,  small  and  irregular  in  shape,  are  distributed 
throughout  the  hing — more  abundantly  in  the  upper  and  middle  thirds. 

The  blood-vessels  are  injected  with  blue  gelatin,  so  that  in  this 
photographic  reproduction  of  the  specimen  the  uninvolved  portions  of 
the  lung  are  dark,  while  the  tubercles — in  which  the  blood -vessels  are 
compressed  or  obliterated — are  light. 
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Tubercle  bacilli  may  enter  the  lungs  either  through  the  blood-  and 
lymph -vessels,  being  brought  from  a  focus  of  tuberculous  inflammation 
in  another  part  of  the  body;  or,  as  is  more  frequently  the  case,  they  ure 
introduced  through  the  air  passages  by  the  inhalation  of  floating  dust 
particles,  among  which  are  living  tubercle  bacilli. 

The  introduction  of  tubercle  bacilli  into  the  lungs  may  induct*  an 
exudative  inflammation  with  the  accumulation  of  fibrin,  leucocytes,  and 
exfoliated  epithelium  in  the  airspaces;  a  productive  inflammation  with 
the  growth  of  epithelial  cells,  or  of  round-celled  tissue,  or  of  a  tissue 
composed  of  basement  substance,  large  and  small  cells,  and  giant  cells 
called  tul>ercle  tissue  (see  page  218)  ;  or  there  may  l>e  added  necrosis  of 
the  new  tissue  and  of  portions  of  the  lung.  All  of  these  phases  of  tulier- 
culous  lesions  may  and  usually  do  occur  together. 

The  character  of  the  inflammation  in  each  case  seems  to  be  governed 
by  the  type  of  cells  especially  involved,  by  the  numl>er,  virulence,  and 
proliferative  capacity  of  bacilli  which  are  introduced  into  tin*  lungs,  and 
the  way  in  which  these  enter,  as  well  as  by  the  susceptibility  of  the  indi- 
vidual. If  a  large  number  of  virulent  tuliercle  bacilli  l>e  inhaled  or 
aspirated  through  the  bronchi,  or  if  the  bacilli  grow  with  great  rapidity, 
both  productive  and  exudative  inflammations  may  1k»  set  up  in  a  consid- 
erable portion  of  the  lungs.  If,  on  the  other  hand,  but  few  bacilli  enter 
and  their  proliferation  or  virulence  be  not  extreme,  or  if  these  find  their 
way  in  small  miml>ers  into  the  lungs  through  the  blood-vessels  or  lym- 
phatics, then  there  maybe  small  foci  of  productive  inflammation  with 
but  little  exudation.  The  tuberculous  alterations  in  the  lungs  are  usually 
accompanied  or  followed  by  a  series  of  secondary  processes  which  often 
complicate  the  condition  of  the  patient  as  well  as  the  morphological  ap- 
pearances of  the  organs.  The  obliteration  or  destruction  of  the  smaller 
blood- vessels  of  the  lungs  iu  the  tuberculous  areas  contributes  to  the 
gray  or  whitish  api>earance  of  the  lesions,  due  largely  to  new-formed  tis- 
sue or  accumulated  exudate.  The  formation  of  fibrous  tissue  in  the 
attempts  at  repair  of  the  damage  wrought  by  the  tuliercle  liacillus  often 
dominates  the  structural  picture. 

The  traditional  distinctions  between  acute  and  chronic  forms  of  pul 
monary  tuberculosis  are  often  morphologically  not  at  all  well  defined  and 
are  of  value  chiefly  for  clinical  purposes. 

It  has  been  customary  to  set  apart  those  forms  of  acute  tuljerculosi* 
of  the  lungs  in  which  the  lesions  are  in  the  form  of  small  dine  ret  e  ho- 
called  ••  miliary "  foci,  calling  the  condition  Acut^  Miliary  Tubwulo*/*. 
The  other  tuberculous  lesions  involving  in  varying  degree  the  lung*  and 
the  bronchi  with  associated  and  often  extensive  exudative  necrotie  and 
reparative  processes  have  been  commonly  jumbled  together  as  Awt*  and 
f%romir  Phthm*.  many  phases  of  which  have  lieeii  elaU/ratelv  de*eriU«i 
as  if  they  were  the  expression  of  independent  proce*****. 

With  our  prewnt  knowledge  of  the  nature  and  etiology  of  tubereulosi* 
it  -**-iiis  better  to  let  the  word  phthisis  fall  into  diMjw  a*  *jjeedily  as 
po-wble  aod  to  consider  under  more  exact  and  signifleaut  designation* 
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such  phases  of  pulmonary  tuberculosis  as  the  morphological  characters 
of  the  lesions  justify.  We  shall  review  the  lesions  of  pulmonary  tuber- 
culosis (heu  uniier  the  following  primary  headings: 

1.  Focal  or  miliary  tuberculosis. 

2.  Tuberculous  broncho-pneumonia. 

3.  Complex  forms  of  nodular  and  diffuse  tuberculosis  lesions. 

4.  The  formation  of  cavities. 

5.  Secondary  lesions  in  pulmonary  tuberculosis. 

6.  Concurrent  infection. 


Focal  Tuberculosis.     {Miliary  Tuberculosix.) 

Acute  Miliary  Tuberculosis. — The  rapid  and  widespread  development 
of  miliary  tubercles  in  the  lungs  is  often  a  part  of  general  tuberculosis, 
although  the  lesion  may  be  most  extensive  in  the  lungs.  Both  lungs  are 
apt  to  be  involved,  but  the  distribution,  number,  size,  aud  character  of 
the  miliary  tubercles  differ  iu  different  cases.  The  tubercles  are  found 
iu  the  parenchyma  of  the  lung,  in  the  connective  tissue  forming  the 


»- 


Fin.  SH.    Miliary  TrBKRiLE  or  U 


septa,  along  and  in  the  nails  of  the  bronchi  and  blood-vessels,  and  in  the 
pulmonary  pleura.  They  may  be  scattered  singly  through  the  lungs 
(Plate  IV.  ),  nr  aggregated  in  groups  (Plates  VI.  and  VII.).  They  may 
1m-  separated  by  considerable  interspaces,  or  so  close  together  that  the 
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lung  is  rendered  nearly  solid.  Some  are  so  small  and  transparent  that 
they  nan  hardly  be  seen  with  the  naked  eye;  others  are  larger  and  more 
opaque  and  may  have  a  lighter  eentre  marking  the  area  of  necrosis. 

In  many  cases  it  is  evident  that  the  lungs  are  infected  through  the 
blood-vessels  or  the  lymphatics,  for  the  genera!  tuberculous  infection 
is  secondary  to  a  localized  tuberculosis  either  in  the  lungs  or  in  some 


Involving  onljrtwvi  nir  iwtrltw,  of  uhl.h  lur  nulls  are  Ir 
tlmme.    The  bloml-vi-mi-lB  .if  tin*  sir  v. -.].■!.■■.  «n>  lujwU-d.  except  where  tb 
loiu  iavulvvment  of  ttielr  walla. 

other  part  of  the  body.  In  a  considerable  proportion  of  eases  of  miliary 
tuberculosis  of  the  lungs  tuberculous  lesions  of  the  bronchial  lyinph- 
nodes  ox  Of  the  lung  tissue  at  the  apex  of  much  hjnger  standing  indicate 
the  probable  immediate  source  of  origin  of  the  widely  distributed  hilierele 
bacilli.  Very  often  in  miliary  tuberculosis  of  the  lungs  the  tubercles  in 
one  part  of  the  lungs  are  larger  and  appear  to  be  older  than  those  in 
other  parts.  Thus  it  is  not  infrequent  to  find  the  tubercles  in  the  upper 
portion  of  the  lungs  more  abundant,  larger,  and  more  fibrous  than  in  the 
lower  lobQS  (see  Plate  VII.  I.  It  is  in  foot  probable  that  in  many  cases 
of  acute -miliary  tuberculosis  of  the  lung,  either  associated  or  not  with 
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older  local  tnljerculoiis  lesions  from  which  the  distribution  of  bacilli  nay 
have  taken  place,  the  generalization  lias  not  occurred  at  ouce  but  by 
successive  fresh  infectious. ' 

Miliary  tubercles  in  the  lungs  are  in  structure  essentially  similar  to 
those  formed  elsewhere  in  the  body,  except  that  the  tilling  of  the  air 
spaces  with  exudate  makes  the  lesion  somewhat  more  complex 

The  tubercles  may  be  composed  of  small  spheroidal  cells  or  of  larger 
polyhedral  cells  with  mora  or  less  fibrous  stroma,  or  of  small  and  large 
cells  and  stroma.  Giant  cells  maybe  present ;  coagulation  necrosis  is 
usual  I  Fig.  1 1  I,  pag«  220  I.  SitHi  forms  of  miliary  tiilH'icli'smav  In'  ami 
commonly  are  associated  with  the  presence  of  an  exudate  in  the  adjacent 


or  involved  air  vesicles  (Fig.  255).  This  exudate  may  be  largely  madi- 
up  of  exfoliated  epithelial  cells  which  have  proliferated ;  or  villi  them 
then  may  be  serum,  leucocytes,  and  fibrin.  The  blood- vessels  within 
tin-  tubercles  which  replace  the  lung  tissue  are  partially  or  wholly  oblit- 
erated ( Fig.  266). 

But  the  miliary  foci  of  tuberculous  inflammation  in  the  lungs  may 
ruiisisi  wholly  of  inflammatory  exudate  which  early  becomes  necrotic, 
ofteu  with  necrosis  of  the  walls  of  the  involved  airspaces  (  Fig.  1 16,  page 
222  ),  Such  tubercles  of  the  exudative  type  are  apt  to  occur  in  children 
and  usually  contain  large  numbers  of  tubercle  bacilli.  They  may  oc.ur 
in  connection  with  various  other  phases  of  acute  and  chronic  pulmonary 
tul*erculosis. 


Pathology  -  Delafield  and  Prudden. 


Tuberculoid  Broncho-Pneumonia. 

The  vails  of  the  smaller  bronchi  are  involved,  being  thickened  and 
caseous,  while  the  ulceration  of  many  of  them  has  led  to  the  formation 
of  numerous  small  cavities. 

The  blood-vessels  are  injected  with  blue  gelatin,  so  that  the  less 
affected  and  the  intact  parts  of  the  lungs  are  the  darker. 
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When  miliary  tubercles  are  situated  iu  the  parenchyma  of  the  lung 
the  walls  of  the  air  spaces  may  be  visible  in  the  new  growth  (Fig.  257) 
or  they  may  be  largely  or  wholly  obliterated  (Fig.  258). 
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Chronic  and  "  Healed  "  Miliary  Tubercles. — The  small  foci  of  tubercu- 
lous iii  Ham  mat  ion  which  are  called  miliary  tubercles  may,  as  we  shall 
see  later,  extend  and  coalesce  so  that  with  more  or  less  exudative  piieu- 
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mouia  large  areas  of  the  lung  may  become  consolidate'!,  thus  developing 
one  of  the  forms  of  pulmonary  tuberculosis  called  phthisis. 

On  the  other  hand,  small  tuberculous  foci  in  the  lungs  may  with  or 
without  extensive  necrosis  Ik-coiuc  surrounded  by  or  converted  into  masses 
of  dense  fibrous  tissue.  These  fibrous  tissue  masses,  which  are  ofteu 
called  "healed  tubercles"  (Fig.  25!*),  may  contain  necrotic  material  or 
they  may  be  calcified  at  the  centre.  Tubercle  bacilli  may  bebbsenl  fmm 
them  or  the  bacilli  may  remaiu  alive  within  them  for  a  long  time  qiiii-s- 
oent,  but,  as  Lartigau  ami  othcis  have  shown,  still  virulent.  When  such 
cii'ciunsrrilM'd  masses  of  more  Of  !>'**  tibrmis  tubercle  tissue  are  scattered 


through  parts  of  the  lungs,  although  they  may  lw  of  considerable  dm, 
the  process  is  sometimes  called  "rhrtmiv  miliiin/  It'li'mtltmix." 

It  should  he  renumbered  that  the  new  fibrous  tissue  which  forms  in 
and  about  miliary  tubercles,  as  well  as  other  tuberculous  lesions,  is  ihi- 
resnlt  of  a  distinctly  reparative  process  in  which  the  already  Conned 
tabards  tissue  or  its  products  apparently  act  somewhat  as  foreigu  bodies 
may  in  inducing  fibrous- tissue  growth. 


TUBEKCULOVH    ItKONCim  PvrrMONIA. 

In  another  most  important  phase  of  tnberculons  inflammation  of  the 
Inng  there  is  an  involvement  of  the  walls  of  tin-  smaller  bronchi  and  the 
associated  groups  of  air  spaces.     This  may  occur  through  inhalation  of 
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Miliary  Tubercles  and  Tuberculous  Broncho-Pneumonia  with 
Diffuse  (Chronic)  Tuberculous  Lesions  in  the  Apex. 

There  is  in  the  apex  tuberculous  consolidation  with  coagulation 
necrosis  (caseation),  new  fibrous  tissue,  and  a  small  cavitv.  The  middle 
third  of  the  lung  contains  many  sni.il]  single  .mil  i  Uttered  miliary  tuber, 
cles  and  foci  of  tuberculous  broncho -pneumonia.  The  lower  third  Con- 
tains a  few  similar  small  tuberculous  foi  i,  also  scattered  and  in  clusters. 

The  appearance  of  the  lung  leads  to  the  conjecture  that  tubercle 
bacilli  may  have  been  gradually  disseminated  from  the  earlier  lesion  in 
the  apex.     The  blood-vessels  ;nr  injected  «ith  blue. 
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bacilli  or  by  their  aspiration  from  an  established  tuberculous  focus,  for 
example,  from  a  lesion  at  tbe  apex,  or,  as  is  often  tbe  case  in  children, 
from  tuberculous  bronchial  lymph-nodes;  or  infection  may  take  place 
through  the  blood-  or  lymph -vessels.  In  the  early  stages  of  tul>ercnlmis 
broncho- pneumonia  the  Gut  surface  of  the  fresh  lung  may  present  small 
gray  or  yellowish -white  areas  of  consolidation  with  necrosis  clustered 
about  tbe  small  or  terminal  bronchi  (Plate  V.).     The  process  is  a(  first 


A  miliary 

largely  exudative,  involving  a  catarrhal  and  necrotic  inflammation  of  the 
mucous  membrane  of  the  bronchus  with  more  or  less  exudate— which  also 
may  soon  become  necrotic— in  the  associated  groups  of  air  spaces  |  Fig. 
■Jtii)  i.  Sciuietiiues  organized  tnliercle  tissue  may  form  in  the  walls  of 
the  bronchi  with  thickening  of  (he  walls  and  obliteration  of  I  In-  blood- 
vessels of  the  adjacent  air  spaces  ( Fig.  261 ). 

By  the  extension  of  Ihe  process  from  one  and  another  affected  brou 
cluis  and  the  coalescence  of  these,  large  areas  of  the  lungs  may  become 
involved.     In  this  more  advanced  stage  of  bronchopneumonia  the  larger 
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and  smaller  consolidated  areas  may  be  dark  red  with  firmer  gray  or  yel- 
lowish-gray central  portions,  in  which  the  blood-vessels  are  obliterated, 
or  the  whole  area  may  be  solid  and  in  the  fresh  lung  grayish-white.     This 
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Pathology — Detafield  and  Prudden. 
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In  the  upper  third  of  the  lung  there  is  tuljerculous  broncho-pneu- 
monia with  commencing  uki-i-ilion  of  small  bronchi:  nearly  complete 
consolidation  from  tin-  i-itenskin  ami  coaltsi-etice  of  small  tuberculous 
foci  and  diffuse'  formation  of  fibrous  tissue. 

In  the  lower  third  of  the  lung  are  irregular,  dense,  sharply  outlined 
tuberculous  foci  (ilir.uk  miliary  tubercles). 

In  the  middle  third  there  is  tuberculous  pneumonia  of  the  exudative 
type,  the  incompletely  consolidated  area.-,  hiving  become,  in  part.caseous. 

The  leas  involved  portions  of  the  lung  in  this,  as  in  the  other  in- 
jected specimens,  are  the  darker. 
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new-formed  tissue  may  undergo  necrosis  and  ulceration  so  that  with  an 
advancing  consolidation  of  the  lung  tissue  about  the  bronchi  numerous 
larger  and  smaller,  rough,  irregular  cavities  may  be  formed  (Fig.  262). 
The  walls  of  the  larger  bronchi  also  may  become  the  seat  of  a  tiilx-mi- 
Ions  inflammation  with  more  or  less  necrosis  (Fig.  263).  Ulceration 
of  these  necrotic  bronchial  walls  may  lead  to  the  formation  of  ragged 
cavities  (Plate  DC.  and  Fig.  264). 

The  secondary  development  of  dense  fibrous  tissue  in  connection  with 
tuberculous  broncho-pneumonia  is  a  marked  feature  of  the  persisimi  o* 
chrome,  forms.     TulH'i-eulous  broncho -pneumonia  is  one  of  the  most  iui- 
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portant  of  that  complex  of  pulmonary  lesions  called  phthisis,  and  is  com- 
monly associated  with  other  forms  of  tuberculous  involvement  of  the 
organ — miliary  tubercles,  larger  areas  of  consolidation,  etc 


Complex  Foemb  of  Nodular  axd  Diffusr  TrnF,Tinri.ors  Lesions. 
(Phthisix.) 

With  or  without  the  various  well-defined  forms  of  tuberculous  bron- 
cho- pneumonia  ami  miliary  tubercles  above  described,  then  may  Ik* 
more  or  less  circumscribed  small  or  large  areasof  productive  and  exuda- 
tive tuberculous  inflammation  of  Ihe  lung  with  necrosis,  both  of  the  lung 
tissue,  the  new-formed  tissue,  and  the  exudate  (Plate  XII.).     These  may 
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develop  as  the  result  of  fresh  infections  of  the  lung  through  the  lym- 
phatics or  otherwise.  These  areas  or  nudules  may  coalesce  BO  thai  whole 
IoIk-s  or  parts  of  lobes  of  the  lungs  may  become  consolidated  (  Plates  VI  I. 
anil  VIII.  ).  Microscopically,  these  cmisiilidated  areas  may  be  composed 
of  tubercle  tissue  inore  or  less  necrotic,  with  partial  or  total  obliteration 
of  the  walls  of  the  air  spaces.  On  the  other  band,  when  the  proOBHfl  hae 
turn  exudative  as  well  as  productive  in  character,  one  may  see  in  the  solid 


SIMS  the  outlines  of  the  air  vesicles  and  larger  spaces;  but  these, 
together  with  the  enclosed  exudate,  may  be  necrotic  and  granular  with 
few  stained  uuclei  and  fragments  of  chromatin.  Much  of  the  exudate 
which  fills  the  air  vesicles  either  within  or  about  these  more  densely  con 
soliiiated  areas  may  not  be  oaaeoos  or  necrotic,  but  may  consist  of  well 
preserved  or  laity  epithelial  cells  (Fig.  265),  or  of  these  with  varying 
ijuuntities  of  leucocytes  and  fibrin. 

Aside  from  these  complex  forms  of  nodular  and  diffuse  tuberculous 
lesions  one  may  recognize  a  Diffuse  Exudative  Tuberculous  Inflammation  of 
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Diffuse  (Chronic)  Pulmonary  Tuberoulosis- 
I'htliisis." 

In  the  upper  half  of  the  lung  th. 
and  irregular  areas  of  consolidation,  v 
tissue;  the  pleura  is  thickened,  A  large  portion  of  the  Inner  lobe  is 
densely  consolidated  from  tubercle  tissue  and  eiudatc  with  coagulation 
necrosis  of  the  involved  regions.  These  regions  are  light  in  color. 
dense,  hard,  and  bloodless.  Sacfa  dead  caseous  areas  may  persist  for 
some  time,  or  may  soften  mid  disintegrate,  giving  rise  to  cavities. 


_ 
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the  Lungs  of  Acute  and  of  Chronic  Type.     Cheesy  Pneumonia;  Pneumonic 
Phthisis. 

1.  Acute  Type. — Sometimee  large  areas  or  whole  lobes  or  the  whole 
lung  iimy  be  the  seat  of  au  exudative  process  by  which  the  affected  region 


becomes  solidified,  the  exudate  consisting  Of  epithelium  with  imnv  or  hHB 
fibrin  and  pus.  This  exudate,  together  with  I  lie  lung  tissue,  soon  under 
goes  necrosis,  so  that  the  solidified  lung  becomes  dense,  mottled,  and 
gray  in  color.     Extensive  disintegration  (Fig.  266)  of  the  cousolidaied 
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and  necrotic  portions  of  the  lung  may  take  place  with  the  formation  of 
large  ragged  cavities  (see  Plate  X. ).  In  many  cases  enormous  numbers 
of  tubercle  bacilli  are  present  in  the  exudate  of  the  involved  region  in 
this  type  of  exudative  and  necrotic  pulmonary  tuberculosis. 

2.  Chronic  Type. — There  may  be  a  more  gradual  development  of 
the  exudate,  involving  larger  or  smaller  areas,  often  with  tuberculous 
thickening  and  necrosis  of  the  walls  of  the  air  spaces.  With  this  as  with 
other  forms  of  pulmonary  tuberculosis  there  may  be  associated  a  growth 
of  simple  fibrous  tissue  with  the  formation  of  cavities. 

Not  infrequently  the  exudate  in  such  forms  of  diffuse  tuberculous  in- 
flammation of  the  lung  is  less  cellular  and  more  serous  or  sero-fibrinous 
in  character  when  the  appearance  of  the  consolidated  region  is  trans- 
lucent and  gelatinous. 

Obliteration  of  the  larger  blood-vessels  by  thrombosis  or  inflamma- 
tion of  the  wall  often  plays  an  important  part  in  most  forms  of  tubercu- 
lous lesions  of  the  lungs.  When  large  trunks  are  involved,  large  lung 
areas,  supplied  by  the  occluded  vessels,  particularly  those  in  which  exu- 
date is  present,  may  become  necrotic  en  masse,  then  often  appearing  on 
section  smooth,  shining,  grayish-white  in  color,  and  bloodless. 


The  Formation  of  Cavities  in  Pulmonary  Tuberculosis. 

We  have  seen  that  in  tuberculous  broncho-pneumonia  ragged  cavities 
may  form  by  a  progressive  necrosis  and  disintegration  of  the  thickened 
walls  of  the  affected  bronchi  and  the  adjacent  lung  tissue  (Plate  IX. 
and  Fig.  204).  Similar  destructive  alterations  may  occur  in  the  areas  of 
tuberculous  and  necrotic  tissue  which  involve  larger  and  smaller  portions 
of  whole  lobes  (Plate  XI.).  This  is  most  often  rapid  and  extensive  in 
solidified  and  necrotic  areas  of  the  exudative  type  (Plate  X.  and  Fig. 
260).  These  ragged  cavities  may  communicate  with  one  another  as  well 
as  with  the  bronchi. 

While  at  first  without  distinct  limiting  walls,  if  the  necrotic  process 
be  not  too  active  and  extensive,  new  fibrous  tissue  may  gradually  form 
about  tuberculous  cavities  (Plate  XII.  and  Fig.  267);  and  these  may 
become  lined  with  granulation  tissue  or  a  layer  of  new-formed  tubercle 
tissue.  Here  an  enormous  proliferation  of  tubercle  bacilli  may  occur  for 
long  periods.  These  may  l>e  cast  out  in  the  sputum  or  aspirated  into  other 
parts  of  the  lungs.  The  old  blood-vessels  of  the  involved  portion  of  the 
lung  may  lie  upon  the  walls  or  stretch  across  these  cavities,  sometimes  with 
obliterated  lumina,  sometimes  still  permeable,  and  from  these  hemorrhages 
may  occur.  There  may  l>e  continuous  and  prolonged  suppuration  of  the 
walls  of  the  cavities  and  putrefactive  processes  may  be  incited  by  the 
advent  through  the  air  passages  of  various  forms  of  bacteria.  The  walls 
of  cavities  may  become  fibrous  with  an  arrest  of  the  tuberculous  process, 
and  they  may  become  shut  off  from  bronchial  communication. 
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The  advancing  tuberculous  im  nlvunittnt  of  the  walls  nf  the  larger 
bronchi  in  the  upper  lobe  is  associated  with  ulceration,  so  that  the  bron- 
chiectatic  cavities  gradually  become  larger.  In  the  upper  portion  of  the 
upper  lobe  there  is  diffuse  consolidation  with  caseation:  the  lower 
portion  of  the  lobe  shows  miliary  tubercles  and  partial  consolidation  of 
the  lung  about  them  t>v  exudate. 

The  lower  lobe  is  free  save  for  a  few  scattered  tubercles.  The 
blood-vessels  are  injected  with  blue  so  that  the  uninvolved  portions  of 
the  lung  are  dark. 
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Secondary  Lesions  in  Pulmonary  Tuberculosis. 

A  variety  of  secondary  processes  may  be  associated  with  the  various 
phases  of  pulmonary  tuberculosis  which  we  have  briefly  reviewed.  The 
blood- vessels  in  affected  regions  may  be  intact,  or,  as  we  have  seen,  their 
walls  may  be  involved  in  the  productive  and  necrotic  processes,  with 
thrombosis  or  obliteration  of 
the  lumen;  or  more  or  less  ex- 
tensive hemorrhages  may  oc- 
cur. If  the  consolidation  be 
not  complete,  lung  tissue,  often 
in  a  condition  of  atelectasis  or 
emphysema  and  with  more  or 
less  cellular  or  granular  exu- 
date, may  remain  between  the 
tuberculous  areas.  Miliary 
tubercles  may  be  scattered 
among  the  larger  consolidated 
masses  or  iu  parts  of  the  lung 
otherwise  free. 

In  chronic  forms  of  pul- 
monary tuberculosis  the  an- 
th nicotic  pigment  is  often  con- 
spicuous, particularly  in  the 
cheesy  and  fibrous  areas,  stand- 
ing nut  in  masses  and  streaks 
in  contrast  to  the  new  or  dead 
tissue.  Furthermore,  there 
may  be  associated  with  the 
lung  lesions  acute  exudative  or 
chronic  fibrous  pleuritis  with 
adhesions;  or  tuberculous 
pleuritis  of  varying  extent; 
empyema  and  pneumothorax. 
There  is  nearly  always  more  or 
less  chronic  catarrhal  bronchitis 
or  broncho-pneumonia  and  fre- 
quently bronchiectasia. 

Tuberculous  inflammation 
in  the  bronchial  lymph-nodes 
frequently  accompanies  and  often  precedes  the  development  of  pulmo- 
nary tuberculosis.  In  children  the  tuberculous  lymph-nodes  often  extend 
far  into  the  lung  and  may  on  softening  give  rise  to  cavities  at  a  consider- 
able distance  from  the  iiilus  of  the  lung. 

Tuberculosis  in  other  parts  of  the  body  is  common  iu  counection  with 
pulmonary  tuberculosis. 


There  Is  much  dense 
sum  m  i  id  I  he  and   brtweei 


476  THE  RESPIRATORY  SYSTEM. 

In  all  these  various  processes  new-formed  fibrous  tissue,  not  tubercu- 
lous in  character,  may  develop,  variously  distorting  the  lungs  and 
sometimes  enclosing  the  tuberculous  areas.  There  is  much  reason  for 
the  belief  that  the  characteristic  so-called  tubercle-tissue  formation  in  all 
phases  of  tuberculosis  is  a  response  of  the  living  cells  to  injury,  which  as 
in  other  phases  of  inflammation  is  fundamentally  conservative  (see  page 
126).  But  whether  this  be  so  or  not,  it  is  certain  that  it  is  through  the 
development  of  fibrous  tissue,  which  is  so  important  a  feature  in  persis- 
tent phases  of  pulmonary  tuberculosis,  that  the  delimitation  or  replace- 
ment of  tuberculous  foci,  the  encapsulation  of  tuberculous  cavities,  etc., 
occurs.  While,  therefore,  fibrous-tissue  formation  in  the  lung  is  fre- 
quently associated  with  the  necrotic  and  other  destructive  tuberculous 
lesions,  and  is  often  a  very  conspicuous  factor,  it  should  be  remembered 
that  the  healing  which  takes  place  in  the  majority  of  cases  in  man  after 
moderate  infection  is  achieved  through  its  agency. 

It  is  especially  upon  the  presence  or  absence  of  fibrous  tissue  in  the 
lesions  that  the  distinction  between  acute  and  chronic  phthisis  is  based. 

It  will  be  seen  from  this  brief  outline  of  various  prominent  phases 
of  pulmonary  tuberculosis  that  the  gross  appearances  of  the  lungs  are 
most  diverse,  although  the  processes  by  which  these  changes  are  induced 
are  few  and  comparatively  simple.  While  no  two  lungs  are  quite  simi- 
lar in  the  complex  phases  of  the  lesion,  systematic  gross  and  micro- 
scopical examinations  soon  enable  the  student  to  recognize  the  type  of 
lesion  under  great  complexity  of  detail. 

The  Distribution  of  the  Lesions  in  Pulmonary  Tuberculosis. 

Aside  from  general  miliary  tuberculosis  in  which  the  tubercles  are 
widely  distributed  throughout  one  or  both  lungs,  the  most  common  seat 
and  starting-point  of  tuberculous  lesions  in  adults  is  the  apical  region  or 
the  depth  of  the  lung,  particularly  the  right,  somewhat  below  the  apex. 
In  children,  the  tuberculous  process  more  frequently  commences  in  the 
bronchial  lymph-nodes  (Plates  III.  and  XL). 

From  the  apex  the  tuberculous  process  may  extend  downward,  and 
with  various  forms  of  lesions  involve  more  or  less  of  the  lungs.  It  is 
common  to  find  at  autopsies  older  fibrous  lesions  about  the  apices  while 
marks  of  more  active  processes  are  to  be  seen  below  (Plate  XII.).  In  a 
considerable  percentage  of  bodies  examined  at  autopsies,  small  and  often 
healed  tuberculous  foei  are  found  at  the  apex  or  in  the  bronchial  lyniph- 
nodes  without  evidence  of  extension  of  the  process. 

Concurrent  Infection  in  Pulmonary  Tuberculosis. 

While  it  has  been  definitely  established  that  tubercle  bacilli  are  the 
excitants  of  both  the  productive  and  exudative  forms  of  tuberculous 
inflammation,  these  bacilli  are  not  infrequently  associated  in  pulmonary 
tuberculosis  with  other  organisms,  especially  with  the  Streptococcus  and 
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Pulmonary  T  u  he  rcu  to  sis— Exudative  Type— with  Large  Cavities. 

The  entire  Iuiik  is  solid  (r"m  new  formed  tubercle  tissue  and  exudate  which  are  Ixith 
largely  in   a  condition  of  >  ruguhitiim  necrosis. 

"fTie  thickened  trunks  of  the  larger  pulmonary  vessels  are  exposed  in  the  depths  of 
the  ragged  communicating  cavities. 

This  lung  was  hardened  in  alcohol  without  Injection  of  the  blood-vessels. 
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Staphylococcus  pyogenes,  with  Micnicomis  lanccolatus,  and  the  influenza 
bacillus. 

There  is  reasou  to  believe  that  in  many  cases  at  least  the  concurrent 
infection  ol*  tulicrculous  lungs  with  tlie  .Streptococcus  pyogenes  may  1h-  :m 
important  factor  in  the  formation  of  cavities  in  areas  of  consolidation 
already  established.'  Tiie  pyogenic  cocci  apparently  play  an  important 
part  in  the  bronchitis  which  so  often  accompanies  acute  and  chronic 
phthisis. 

Artificial  Pulmonary  Tuberculoaii  in  Animali. 


Much  light  may  he  gained  u 
lesions  nf  pulnioimry  tuberculosis 


steps  iu  the  development 

the  rapidity  with  which  in  a  susccpt 


i  he 


The  rohhlt'a  lunirsbii 

lull*  Intlm uil'iii.   nn-my-lin.  cliivs 

lotion  Niniiiirh  the  Irwhiii  nf  «  -mill 
bnjfti  rulturi'  "I  n»'  ml-n  I.-  Ui.niu*. 


id  Inner  [mitiIv- 
elirhi  dtys  stter  Die  Injwti™  tbrmiKh  Ui 

-M.-riilil.- .(iiinilin- i.[  n  pure  mllun'  »l  Hit-  iu- 

bervle   lnu'JIlus.    TBe   leslimu    rtw-tnble  Uii>»  of 
ai'uli-  pliililsjs  la  nun. 


iblc  iminiul  the  lesion  may  develop,  by  the  study  of  the  tuberculosis  artificially  induced 
in  nihility  wilu  pun-  unftOKB. 

1  For  hit)  I  iog  rap  lit  of  concurrent  infection  in  I  nlierciilnsii  '■■■■  f<n-li:/,'n'<  iirlicleoii  the 
bacteriology,  pathology,  and  i-I)ii1iil'v  of  lulHTiiiliwis.  "Tivenliilli   Century  Pnu'tice  of 
Medicine.1'  vob  xx..  nl'so.  f-.r  *|     "  ' 
tuberculosis,  see  Marfan,  Bond 


spec  in]  I  iil  ilii  .<_■  i':i]  ifi  y  n|'  I'linciiiTi'iii  iiifi-<-Tii>ii  in  pulmonary 
■chard  and  BrSssuud's  "Titiitc  ilc  Mcih-t  itie."  t.  vii.,  p.  334 
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By  the  injection  of  iuIkti  lo  liurillj  uloiie  anil  associated  with  streptococci  into  the 
lUDgB  Of  ftbWtl  through  the  trachea,  it  has  been  possible  tn  reproduce  very  closely  ihe 
lesions  of  pulmonary  tuberculosis  in  inun.' 

If  a  small  quantity  of  B  puts  culture  of  the  tubercle  bacillus  in  very  minute  flocculi 
be  mixed  with  a  considerable  quantity  of  salt  solution  and  introduced  into  the  lungs 
of  rabbits  through  the  trachea  n  number  of  small  ureas  of  consolidation  are  produced 
which  lutvi'  the  gross  ,'tppouranee  of 
miliary  tubercles  (Ki-  M9>  TOtM 
small  areas  of  consul  illation  are  com- 
posed of  epithelial  cells  iiuti  leuco- 
cytes After  Ihe  develcipincnl  of 
these  cell  masses,  wliieh  may  occur 
within  a  few  hours,  they  may  remain 
with  little  apparent  change,  or  be- 
come more,  or  less  infiltrated  with  leu 
nil'!  !''••,  <>r  become  cheesy,  or  be  Stir 
rounded  hy  a  dense  zone  of  small 
spheroiilal  cells;  or  small  foci  of  new 
tissue  with  more  or  less  exudate,  and 
necrosis  may  form. 

When  larger  quantities  at  iln 
tubercle  bacillus  are  introduced  into 
the  lungs  through  the  trachea  large 
areas  of  consolidation  are  [nmml 
(Fig.  289).  which  may  iinnlw  irltoil 
lobes  or  whole  lungs. 

Microscopically,  these  consoli- 
clated  areas  arc  practically  identical 
with  those  which  are  found  in  rinin 
in  various  forma  of  tutoerculoiu  bran 
oho  pneumonia.  A  later  Sbroiu  tU 
sue  development  may  occur,  and 
blood  vessels  may  tie  obliterated. 

In  the  presence  of  the  tubercle 
bacillus  alone  tin    consolidated    lad 

caseous  ureas  rarely  si  if  ten  and  break 
down  so  as  lo  form  cavities.  If.  bow- 
ever,  after  the  tuberculous.  l(wlmi  uf 

iln-  hinj;  bus  been  induced  anil  rtllowi  il 
to  ennlinue  for  n  number  of  days,  a 
culture  of  Streptococcus  pyogBDM  bs 
introduced  into  the  trachea  of  the  rab- 
bit, within  twenty-tour  hours  the 
caseous  areas  often  begin  lo  softou. 
The  softening  may  begin  at  EfaB  OH 
tre,  or  may  surround  a  centml  por- 
followed  by  absorption,  and  so  eavl- 


InjLS'Ieil  with  a  ei 
nil  tare  ilir-"iiiiti  tin- 
ifler  twenty-eight  days  In  the  lnjtwlli 
lire  "1  rln-  suvpUieinvin  pyogenes.  A 
Onys  atter  the  strvnuiciHvus  Injectlii 
•hows  Innre  areas  "f  ronanlldaMiin  ivltb  •■Bill 
I  of  acute  "b  totals  with 


IMllM.  ("tluweil 

..(  DM  hmlb  cut- 

Unit  killed  seven 

The  »|KW]rneii 


i  of  the  necrotic  mass.     The  softening  is 
are  formed  of  varying  sizes  and  shapes  (Fig.  870). 
It  will  thus  be  seen  that  In  the  rabbit  a  concurrent  infection  with  the  tubercle  baiil- 

iih!  tin-  -tri-jitin  in -i us  bus  an  imporlant   lieiiring  upon  Ihe  breaking  down  of  lung 

ue  which  leads  to  the  formation  of  cavities.     While  il  would  not  lie  wise  to  assume 

Hi  these  experiments  ou  the  rabbit  that  a  similar  crmililion  is  always  present  when 

•  :i viiii  s  form  in  man.  we  have  seen  that  in  fact  a  similar  concurrent  infection  in  niao  in 

acute  phthisis  actually  don  often  o\isl. 

1  PrudOeh,  New  York  Medical  Journal,  July  7th.  1894. 
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Pulmonary  Tuberculosis  (Chronic),  with  Large  Cavities. 

The  tagged  cinnmiiniiating  cavities  involve  a  large  part  nf  the  lung  and  are   bmnchiec- 
tatic  in  origin.      The  bronchia]  lymph-nodes  ate  enlarged,  tid>erculnus,  and  caseous.      The 
pleuia  and  interlobar  septum  are  thickened  by  the  formation  <>f  dense  fibrous  tissue. 

I«E   KBtPtKJkTV>KT   S¥¥T«at. 


Stthiijtk-  Psevmonia. 


IVrwo»  fnString  ftvm  nfaeriMd  if  ar^uirvd  syphilis  soa*fiim« 
<i.-v.  -lop  JnJbMMiotts  of  the  loops  which  s*v»»  to  W  »lw  to  the  syphi- 
lids infectit>o_     The  loops  out  tben  he  *ffec<ed  in  $«*\>r*l  different  ways. 


There  may  be  well-defined  large  or  small  gnmiuata  with  or  without 
interstitial  and  more  or  less  exudative  pneumonia.  There  may  I*1  11  for- 
mation of  new  fibrous  tissue  in  the  walls  and  lung  tissue  about  the  broil- 
chi,  often  with  ulceration  of  the  mucous  membrane  mul  distortion  of 
these  structures.  There  may  be,  part  tenia  riy  in  the  new -born,  lobular 
or  lobar  hepatization,  the  affected  region  appearing  reddish  or  gvny  or 
white.     This  is  due  to  ;t  growth  of  new  cellular  tissue  in  the  walls  of  the 


Fin.  272.     PRiH, 


air  spaces  and  to  an  exudate  largely  of  epithelial  cell*  in  the  air  Mpw*«t, 
Infarctions  of  the  lung  from  obliterating  endartcri tin  may  lie  prt-nonl.     It 
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is  often  difficult  to  determine  in  many  cases  of  interstitial  inflammation 
of  the  lnngs  whether  the  lesion  be  syphilitic  or  not.1 


Fibroma  and  osteoma  a 
tumor  originating   in   th 


TTJMOBS. 

■e  rare.  Enchondroma  may  occur  as  a  primary 
i  cartilages  of  the  bronchi.  Sarcoma  is  not 
common  and  is  usually  sec- 
ondary. "  Lymphoma  "  may 
develop  in  the  lungs  in  leu- 
kemia and  pseudoleukemia. 
Endothelioma  is  of  occasional 
occurrence  in  the  lung  and 
following  the  subpleural 
lymph-  vessels  may  form  a 
reticular  raised  white  net- 
work on  the  surface  of  the 
Iniur  (Fig.  271  J.  Adenoma 
as  a  primary  tumor  is  rare 
(Fig.  272).  Primary  carci- 
noma of  the  lung,  originat- 
ing in  the  bronchi,  is  of 
occasional  occurrence.'  It 
maybe  associated  with  exu- 
dative pneumonia  and  in- 
volve large  portions  of  the 
lungs  as  well  as  the  pleura. 
Secondary  carcinoma  of  the 
lung  is  not  infrequent.  The 
malignant  growths  in  the 
lung  may  occur  as  circum- 
scribed nodular  masses,  dis- 
placing the  lung  tissue  (Fig. 
273),  or   they  may  infiltrate 

.T3._SeCondart  t'ARdNOJiA  ov  thf  Lisa  *"e  'UI1S'   oftl'11  following  the 

bronchi    and    larger    blood - 

(«Tift™s.   The  iiMtutii-  ruiuoi*  in  ihe  iutie  «™>  ir.     vessels.     The    cells  of    such 

rbw"1""' '"  '"'"  ''"rt  "^  tn""  'Ml''rUm  h"'"""'     tumors   often  grow  into  and 

till  up  the  air  spaces  of  the 
lung,  iiver  large  areas,  without  immediate  involvement  of  their  walls.1 
Dermoid  cysts  have  been  found  in  the  lung. 

'  Fur  rcfi-ul    hil>li<>Lrr:iplir  "f  pulmrmairy  syphilis  ciinsult   J-I-ielumitnn,  Centrallil.  f. 
Path,  mill  |mtli.  Ami!.,    B.I.  V.  p.  44».  1N0&. 

■  S..-  IKnt.r.  Virch.  Arch..  B.I.  exlv.,  p.  101.  IsiHJ.  bibliography. 

■  h'.Tn  ciinui-l.Tiilit'i:  'if  'In-  din  miosis  i^f  iiiiili^mim  liiinon  of  tin-  lung  consult  Alder, 
New  Vr.rk  Medical  Jrnirmtl,  February  Htli  mid  15th.  IsiHi.  bibliography. 


Pathology — Dela/ield  and  Prudden 


Plate  XII. 


Chronic  Pulmonary  Tuberculosis  with  a  Fibrous- Walled 
Cavity  at  the  Apex. 
The  fibrous  wall  of  the  cavity  is  dense  and  is  continuous  with  the 
greatly  thickened  pleura  and  with  the  diffuse  new-formed  connective 
tissue  throughout  the  upper  lobe.  The  upper  lobe  is  greatly  reduced  in 
size  !iy  the  cicatricial  contraction  of  the  fibrous  tissue.  The  lower  lobe 
shows  two  areas  of  tuberculous  consolidation ;  both  are  caseous  in  the 
central  portions;  the  upper  shows  commencing  tuberculous  bronchiec- 
tasis. The  upper  part  of  the  fibrous  wall  of  the  cavity,  firmly  adherent 
to  the  thoracic  wall,  has  been  cut  away. 
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The  Mediastinum. 

Inflammation. — Suppurative  inflammation  may  occur  either  in  the  anterior  or 
posterior  mediastinum.  It  may  be  caused  by  fractures,  caries  or  necrosis  of  the  ster- 
num and  vertebra4,  by  perforation  of  the  oesophagus,  by  suppuration  of  the  lymph- 
nodes,  by  pleurisy,  or  may  occur  without  discoverable  cause. 

The  pus  may  infiltrate  the  connective  tissue,  or  may  form  abscesses  which  may 
attain  a  large  size.  The  inflammation  may  extend  to  the  pleura  or  the  pericardium, 
the  abscesses  may  displace  the  heart,  the  lungs,  or  the  sternum;  or  they  may  perforate 
through  the  skin,  into  a  pleural  cavity,  the  oesophagus,  the  trachea,  or  a  bronchus.1 

A  few  cases  of  chronic  inflammation  of  the  tissues  of  the  mediastinum  have  been 
reported — chronic  mediastinals.' 

Tumors. — The  most  common  form  of  new  growth  in  the  mediastinum  is  that 
known  by  the  names  of  lympfioma,  lympfoomrcmmi,  and  lymph-adenvma. 

These  tumors  are  confined  to  the  mediastinum,  or  they  are  associated  with  similar 
growths  in  other  parts  of  the  body  in  the  disease  called  u  pseudo-leukaemia. n  Persons 
between  the  ages  of  twenty  and  thirty  years  seem  to  be  the  most  liable  to  the  growth, 
but  it  is  also  not  uncommon  in  children. 

It  begins  in  the  lymph  nodes  in  the  mediastinum,  and  at  the  root  of  the  lung. 
It  increases  at  first  slowly,  then  more  rapidly,  and  gradually  infiltrates  the  adjoining 
tissues.  In  this  way  the  walls  of  the  trachea,  bronchi,  and  aorta,  the  pericardium,  the 
pleura,  and  the  lung,  become  infiltrated  with  compression  of  the  surrounding  organs. 

The  growth  is  composed  of  a  fibrous  stroma  associated  with  small  round  cells,  the 
relative  quantity  of  cells  and  stroma  varying  in  the  different  cases. 

Besides  this  form  of  tumor  there  may  also  occur  in  the  mediastinum  tumors  similar 
to  those  which  grow  in  the  pleura  and  behind  the  peritoneum — tumors  which  resemble 
both  the  sarcomata  and  carcinomata,  and  which  it  is  difficult  to  classify.  Aberrant 
thyroid-gland  tissue  may  be  found  in  the  mediastinum. 

Complex  tumors  belonging  among  the  foetal  inclusions  or  teratomata  are  of  occa- 
sional occurrence  in  the  anterior  mediastinum. *  They  may  contain  bone,  cartilage,  con- 
nective tissue,  muscle,  hairs,  skin,  etc.  Cysts  sometimes  lined  with  ciliated  epithelium 
mav  form  in  such  tumors.4 

1  For  tuberculous  lesions  of  the  tracheo-bronchial  lymph-nodes  see  reference,  p. 
440 

-Whipham,  Lancet,  1899,  vol.  i.,  np.  882,  947,  bibliography. 
3  See  Mandletxium,  Am.  Jour.  Med.  Sciences,  vol.  cxx.,  p.  64,  19C0. 
4 Consult  Hare,  "Tumors  of  the  Mediastinum, "  Philadelphia,  1889;  also  Zahn,  Vir- 
chow's  Archiv,  Bd.  cxliii.,  pp.  170  and  416,  1896. 
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CHAPTER  VII. 

THE  DIGESTIVE  SYSTEM. 
The  Mouth. 

Malformations. 

Malformations  of  the  lips  and  cheeks  arc  usually  associated  with  defective  forma- 
tion of  the  bones  of  the  mouth.  The  entire  process  is  generally  due  to  an  arrest  of  de- 
velopment. 

1.  The  lower  jaw  is  absent;  the  upper  jaw  and  hard  palate  are  small  and  imper- 
fectly formed ;  the  temporal  bones  nearly  touch  in  the  median  line.  The  lower  part  of 
the  face  is,  therefore,  wanting;  the  mouth  is  absent,  or  small  and  closed  posteriorly; 
the  tongue  is  absent.     Such  a  malformation  is  rare;  the  foetus  is  not  viable. 

2.  The  face  remains  in  its  early  foetal  condition  of  a  large  cleft ;  the  mouth  and  nose 
form  one  cavity ;  the  orbits  may  be  united  in  the  same  cavity.     The  fa»tus  is  not  viable. 

3.  There  is  a  cleft  in  the  upper  lip,  upper  jaw,  and  hard  palate.  The  cleft  corre- 
sponds to  the  point  of  junction  of  the  processes  of  the  superior  maxilla  with  the  inter- 
maxillary bone.  There  may  be  one  cleft  or  two,  one  on  either  side  of  the  intermaxillary 
bone.  The  cleft  involves  the  lip  alone,  or  the  lip  and  superior  maxilla,  or  the  lip,  max- 
illa, and  palate.  There  may  be  a  single  or  a  double  cleft  in  the  palate,  and  the  cleft 
may  involve  either  the  hard  or  soft  palate,  or  both.  If  there  are  two  clefts  of  the  lip 
and  maxilla  the  portion  of  lip  and  bone  between  them  may  be  small,  or  entirely  absent 
so  as  to  leave  a  large  open  space.  The  soft  palate  may  be  entirely  absent.  This  is  a 
common  malformation  and  does  not  endanger  life. 

4.  Rarely  we  find  a  cleft  involving  the  middle  of  the  lower  lip,  and  sometimes  ex- 
tending into  the  inferior  maxilla. 

5.  Either  the  inferior,  the  superior,  or  both  maxillary  bones  may  be  abnormally  small. 

6.  The  edges  of  the  lips  may  be  partly  or  completely  joined  together.  The  open- 
ing of  the  mouth  may  l>e  only  a  round  hole. 

7.  The  lips  may  be  absent  or  imperfectly  developed. 

8.  The  corners  of  the  mouth  may  be  prolonged  by  clefts  in  the  cheeks  nearly  to  the 
ears. 

INFLAMMATION.     (Stomatitis. ) 

Catarrhal  Stomatitis  is  most  frequent  in  children  and  occurs  with  a 
great  variety  of  local  and  general  disturbances. 

During  life  the  congestion  and  swelling  of  the  mucous  membrane  may 
be  well  marked  and  there  are  often  white  patches,  produced  by  the  death 
of  the  superficial  epithelial  cells.  There  may  be  an  increased  production 
of  mucus,  or,  instead  of  this,  the  entire  mucous  membrane  is  unnaturally 
dry.  In  addition  to  hypenemia  and  local  (edema  there  may  be  prolifer- 
ation, exfoliation,  and  degeneration  of  the  epithelium. 

Extravasated  leucocytes  may  infiltrate  to  a  moderate  degree  the 
stroma  of  the  mucous  membrane  and  appear  upon  its  surface.     Small, 
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clear  vesicles  may  form  beneath  the  epithelium  from  the  collection  of 

serous  exudate. 

Croupous  Stomatitis  is  incited  by  local  irritants,  by  local  infection,  or 

by  the  extension  of  the  same  form  of  inflammation  from  the  pharynx ;  it 

frequently  occurs  with  diphtheria  and  other  infectious  diseases. 

Portions  of  the  mucous  membrane  are  swollen  and  congested,  and 
covered  with  a  false  membrane.  This  false  membrane  is  composed  of  a 
thickened  layer  of  epithelium  in  the  condition  of  coagulation  necrosis, 
and  of  fibrin  and  pus  in  variable  relative  quantity.  The  stroma  of  the 
mucous  membrane  may  be  infiltrated  with  pus  and  fibrin,  and  portions 
of  it  may  become  necrotic. 

Aphthous  Stomatitis. — In  this  condition  small  whitish  projecting 
patches  surrounded  by  a  zone  of  hypeneniia  may  form  upon  the  mucous 
membrane.  These  consist  of  a  more  or  less  fibrinous  exudate  beneath 
the  epithelium  which  may  exfoliate,  leaving  small  ulcers. 

Ulcerative  Stomatitis. — This  form  of  stomatitis  is  apt  to  occur  in  ill- 
nourished  children  or  in  young  adults,  in  scurvy,  or  in  mercurial  poison- 
ing. It  usually  begins  at  the  margin  of  the  gums  of  the  lower  jaw  and 
extends  to  the  cheeks  and  tongue.  The  affected  parts  are  swollen  and 
coated  with  a  grayish,  soft  pellicle  composed  of  bacteria  and  necrotic  tis- 
sue. The  gums  may  be  destroyed  around  the  teeth,  and  these  may  fall 
out.  The  surrounding  soft  parts  are  swollen,  and  there  may  be  necrosis 
of  the  jaws. 

In  Noma  or  Gangrenous  Stomatitis  similar  changes  may  be  associated 
with  extensive  gangrenous  destruction  of  the  cheeks.  This  most  often 
occurs  in  young  children  in  connection  with  measles,  scarlatina,  or  ty- 
phoid fever.  It  has  been  claimed  that  a  special  micro-organism  is  the 
excitant  of  this  disease,  but  this  has  not  yet  been  proven. 

Thrush.  (Soor;  Parasitic  Stomatitis.) — In  ill-nourished  children  or  in 
adults  suffering  from  chronic  disease  a  fungus  related  to  the  yeasts — 
outturn  albicans — may  grow  among  the  epithelial  cells  of  the  mouth,  form- 
ing white  membranous  patches.  These  may  involve  large  areas  of  the 
mouth  and  pharynx  and  may  extend  to  the  oesophagus  or  upper  respira- 
tory passages. 

Phlegmonous  Stomatitis.— Exudative  inflammation  of  the  mouth  may 
result  from  infected  wounds,  in  connection  with  erysipelas  or  suppura- 
tive or  other  infectious  process  near  the  mouth.  Various  pyogenic  bac- 
teria may  be  its  excitants. 

Chronic  Stomatitis. — This  may  follow  acute  catarrhal  or  other  inflam- 
matory processes,  and  may  be  due  to  persistent  irritation,  for  example, 
from  the  use  of  tobacco.  Owing  to  hyperplasia  of  the  epithelium  and 
submucous  tissue  white  patches  of  varying  extent  may  form  on  the 
tongue  or  elsewhere — leucoplakia  buccatts.  These  through  excessive  in- 
crease in  the  epithelium  may  project  in  wart-like  form  from  the  surface 
— ichthyosis. 

Tuberculous  Stomatitis  commences  with  the  formation  of  miliary 
tubercles  or  of  larger  tuberculous  masses  in  the  stroma  of  the  mucous 
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membrane.      These  masses  soon  degenerate,   soften,  and  form  ragged 
ulcers. 

Syphilitic  Stomatitis. — As  a  result  of  syphilis  there  may  be  produced 
either  the  so-called  mucous  patches  or  gummy  tumors.  In  the  mucous 
patches  the  epithelial  layer  is  at  first  thickened  and  the  papillae  of  the 
stroma  are  swollen  and  infiltrated  with  cells  (see  Fig.  123,  page  233  and 
Fig.  124,  page  234).  This  may  be  followed  by  desquamation  of  the 
epithelium  and  ulceration. 

TUMORS. 

Fibroma,  lipoma,  and  enchondroma  have  been  seen  in  a  few  cases  in  the 
lips.     When  they  appear  in  the  mouth  they  usually  grow  from  the  bones. 

Papilloma  occurs  most  frequently  at  the  edges  of  the  lips,  but  is 
also  found  on  the  gums,  the  floor  of  the  mouth,  and  the  cheeks.  They 
are  formed  of  hypertrophied  papilla?,  covered  with  thickened  epidermis. 
They  often  ulcerate. 

Angioma,  either  congenital  or  developed  after  birth,  occurs  in  the 
lips. 

Adenoma  may  be  formed  in  the  mucous  membrane  covering  the 
mouth,  lips,  and  soft  palate.  The  tumors  are  rounded,  usually  small, 
sometimes  as  large  as  a  hen's  egg.  They  may  be  situated  in  the  thick- 
ness of  the  mucous  membrane,  or  project  in  a  polypoid  form. 

Carcinoma  is  of  frequent  occurrence  and  is  usually  of  the  epithelioma- 
tous  form.  Such  tumors  may  form  at  any  part  of  the  mucous  membrane 
of  the  mouth,  but  often  begin  in  the  edge  of  the  lower  lip  as  a  result  of 
persistent  irritation,  as  in  pipe  smokers. 

They  may  originate  in  an  ulcerating  papilloma,  or  as  a  flat,  super- 
ficial growth  from  the  deeper  layer's  of  the  epithelium,  or  as  deep  nod- 
ules starting  in  the  mucous  glands.  They  are  composed  of  large  masses 
of  epithelial  cells,  closely  packed  together,  often  forming  nests,  and 
arranged  in  anastomosing  tubular  masses.  The  stroma  surrounding 
these  masses  is  infiltrated  with  cells.  In  a  few  cases  the  infiltration  of 
the  stroma  with  small  round  cells  may  be  very  marked,  so  marked  that 
the  epithelial  growth  may  l>e  obscured.  The  new  growth  may  increase 
in  size,  ulcerate,  infiltrate  the  adjacent  tissues,  and  may  give  rise  to 
metastatic  tumors. 

Cysts. — Dermoid  cysts  and  cysts  of  the  embryonal  branchial  clefts 
mav  involve  the  mouth. 

The  Tongue. 

Malformations. 

Absence  of  the  tongue  may  be  associated  with  the  extreme  defects  of  development 
of  the  tan-  already  mentioned. 

The  anterior  portion  of  the  tongue  may  be  absent  while  its  base  remains.  The 
lower  jaw  is  then  small. 

The  tongue  may  be  partly  or  completely  adherent  to  the  floor  of  the  mouth.     The 
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frenulum  may  be  abnormally  short,  or  may  extend  to  the  tip  of  the  tongue.  In  rare 
eases  the  sides  of  the  tongue  are  adherent,  or  its  upper  surface  may  be  adherent  to  the 
roof  of  the  mouth. 


HYPERTROPHY  AND  INFLAMMATION. 

Microglossia,  or  hypertrophy  of  the  tongue,  is  almost  always  a  con- 
genital lesion,  and  is  especially  common  in  cretins.  The  tongue  may  be 
so  large  that  it  protrudes  through  the  lips.  The  lips  may  also  be  simi- 
larly enlarged.  There  is  hyperplasia  of  the  fibrous  and  other  tissues  of 
the  tongue,  and  in  addition  to  this  there  may  be  a  dilatation  of  the  lym- 
phatic vessels. 

Inflammations  of  the  tongue  may  be  associated  with  similar  changes  in 
the  mouth,  or  may  occur  by  themselves. 


TUMORS. 

Cysts. — The  most  common  forms  of  cysts  are  the  sacs  beneath  or  partly 
in  the  substance  of  the  tongue — ranula.  They  are  formed  by  dilatation 
of  the  ducts  of  the  mucous  glands,  or  of  the  submaxillary  and  sublingual 
glands.     Amyloid  tumors  of  the  tongue  have  been  reported. ! 

Lipoma  and  fibroma  are  rare.  They  form  nodules  in  the  substance 
of  the  tongue  or  project  in  a  polypoid  form.  Composite  tumors,  com- 
posed largely  of  fat,  are  found  on  the  tongue  as  a  congenital  condition. 

Angioma. — Cavernous  vascular  tumors  are  found  in  the  substance  of 
the  tongue  and  projecting  from  its  surface. 

Sarcoma  is  not  common  in  this  situation,  but  may  occur  both  in  chil- 
dren and  in  adults.  Carcinoma,  usually  of  the  epitheliomatous  type,  may 
originate  in  the  tongue  or  may  extend  to  it  from  the  adjacent  tissues. 


MICRO-ORGANISMS  IN  THE  MOUTH. 

Micro-organisms  of  various  forms— bacteria,  moulds,  and  yeasts — are 
always  present  in  the  mouth,  often  in  enormous  numl>ers.  They  are  for 
the  most  part  not  of  significance  save  for  the  putrefactive  processes 
which  they  initiate  and  maintain  in  mouths  not  properly  cleansed.  On 
the  other  hand,  Staphylococcus  and  Streptococcus  pyogenes  and  the  pneu- 
mococcus  are  of  frequent  occurrence  in  the  mouths  especially  of  those 
who  live  in  towns  and  crowded  dwellings,  and  while  usually  harmless, 
they  may  under  favorable  conditions  become  excitants  of  serious  disease. 

The  tulKMvle  bacillus  may  be  present  in  the  mouth  as  well  as  in  the 
now  of  those  who  care  for  uncleanly  consumptives. 

The  fungus  of  aphthie  (soor),  and  leptothrix,  which  under  usual 
conditions  are  not  harmful,  may  incite  serious  local  disease. 

'See  SrhmMt.  Virrh.  Arch..  Bd.  cxliii.,  p.  309,  1896,  bibliography  of  amyloid 
tumors  in  general. 
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The  so-called  Mycosis  pharyngis  is  apparently  due  to  the  growth  in 
susceptible  persons  of  a  form  of  leptothrix  not  yet  thoroughly  studied, 
on  account  of  the  technical  difficulties  in  the  way  of  its  artificial  cultiva- 
tion.' 

The  Pharynx. 

Malformations. 

Bkasckial  FiRTrL-e  and  Cysts.— When,  as  not  infrequently  occurs,  the  embry- 
onal gill  ck-fts  do  not  properly  close,  jittula  may  remain.  These  may  In  rare  casts  be 
complete,  no  tliat  an  opening  exists  from  the  pharynx,  larynx,  or  trachea  to  the  side  of 
the  neck.     More  frequently,  however,  these  fistula!  are  incomplete  and  shallow,  and 


iwnrd  inlfi  (mi1  of  the  above-named  organs  or  outward  on  U)  the  neck. 
!  of  the  gill  clefts  iniiy  persist  without  external  openings,  and  from  these 
ry*f*  nf  the  neck  are  often  developed.  Or  a  portion  of  the  cleft  may  lie 
if.'  a  cyst,  while  the  fistula  persists  with  its  external  opening, 
of  these  tistuhc  mid  cysts  may  be  covered  with  mucous  membrane  having 
Untuned  or  ciliated  surface  cells.    Or.  when  funned  from  the  outer  clefts, 

oiieutly  the  walls  of  these  cysts  and  tistiilie  are  embedded  In  lymphatic 
may  lie  diffuse  or  gathered  in  nodular  form  (sec  Figs.  274  and  275).* 
ll. \  cd  thi'  pharynx  have  been  observed. 


lid   fistula'  see  Oiplin.   Proc.  Path.  Soc.  of 


Tilt;  djgi:stivi:  svsrot. 


INFLAMMATION.    (Pharyngitis.) 


Catarrhal  Pharyngitis  is  usually  associated  wiih  the  same  forms  of 
inflammation  in  the  mouth  ami  lias  simian-  characters. 

la  catarrhal  intlaminalion  involving  (lie  tonsils  and  those  portions  of 
the  pharynx  richly  supplied  with  the  so-called  submucous  adeimid— 
lymphoid — tissue,  leucocytes  may  in  considerable  numbers  pass  through 
the  thin  epithelial  layer  and  mingle  with  the  exudate  upon  the  exposed 
surface. 

In  chronic  inflammation  of  the  pharynx  there  may  be  a  large  and 
permanent  hyperplasia  of  the  lymphoid  tissue,  with  more  or  less  dense 


tibrous  tissue,  leading  to  diffuse  or  eircn mscrilied  nodalnr  or  peduneii- 
laled  laasses  of  vascular  new  tissue  in  ihe  vault  or  elsewhere  in  the 
pharynx,  called  "adenoids."  ' 

Phlegmonous  Pharyngitis  may  occur  with  inflannnatinnB  of  the  mucous* 
membrane,  with  caries  of  the  cervical  vertebne,  with  inllaniniatiiui  at 
the  cervical  and  parotid  glanils,  with  periostitis  of  tin-  cranial  bones,  or 
it  may  oeeur  independently.  It  may  result  in  swelling  and  icdciua.  in 
iiiduratinn,  op  in  suppuration.  It  is  most  ini]>orlaut  when  il  a  fleets  Hie 
posterior  wall  of  the  pharynx  and  forms  retro-pharyugeal  alweosses. 
Kuch  abscesses  may  cause  death  by  sutioeatii.n. 

Diphtheritic  Pharyngitis  is  that  form  of  pseudi.  membranous  oreroup- 
ous  intlaniinatioii  of  which  the  Barillas  diphtheria'  is  Ihe  excitant.  The 
general  characters  of  the  diphtheritic  Infection  have  been  considered'  in 
an  earlier  part  of  this  bonk.     The  local  process  often  alfeeting  the  fauces. 

'  Fur  a  sliiilv  uf  the  uvula  in  vnrumg  iilinnriiiiit  ceiidiiiiiie-  «■  !/■■"<.  .Tour.  Exp. 
Hed.,  v.,i.  iii .  p.  .vtu.  isus. 
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pharynx,  and  tonsils,  may  involve  the  mouth  as  well  as  the  larynx  ami 
trachea.     (For  details  of  the  local  lesion  see  page  235. ) 

Tonsillitis. — The  tonsils  may  share  in  the  inflammatory  processes  of  the 
pharynx  or  be  independently  affected.  The  structural  characters  of  the 
tonsils  render  them  liable  to  infection  and  involve  certain  peculiarities  in 
the  lesions.' 

In  Follicular  Tonsillitis  the  swollen  organ  shows  upon  section  an 
increase  in  the  number  of  the  lymphoid  cells  of  the  nodules  and  an 
hyperplasia  of  the  endothelium  of  the  reticulum.  These  new-formed 
and  often  exfoliated  endothelial  cells  are  similar  to  those  found  in  the 
lymph-nodes  in  general  in  the  presence  of  bacterial  or  other  toxic  sub- 
stances. There  may  be  an  increase  in  the  cells  of  the  stroma  of  the  ton- 
sil. The  epithelial  cells,  of  the  surface  and  the  crypts  may  increase  in 
number  and  exfoliate.  Epithelial  cells  and  leucocytes  and  other  forms 
of  exudate  may  gather  in  the  crypts  or  over  the  surface  of  the  tonsil, 
forming  white  plugs  or  a  whitish  pellicle.11 

In  Exudative  Tonsillitis  (suppurative  or  phlegmonous  tonsillitis, 
quinsy)  there  are  in  addition  to  hyperplasia  and  catarrhal  inflammation 
(edematous  swelling  and  suppuration  often  leading  to  abscess. 

Acute  inflammation  of  the  pharynx  and  tonsils  is  usually  infectious 
in  character,  and  may  be  due  to  various  forms  of  pyogenic  and  other 
organisms.  Thus  in  tonsillitis  and  other  forms  of  acute  angina,  the  most 
common  micro-organisms  concerned  are  Streptococcus  and  Staphylo- 
coccus pyogenes,  the  pneumococcus,  and  the  Micrococcus  tetragenus. 
Many  other  forms  have  been  isolated.  * 

In  Chronic  Tonsillitis  (the  so-called  hypertrophy  of  the  tonsils) 
there  is  hyperplasia  of  the  lymph-nodules  with  increase  in  the  fibrous 
stroma.  The  mouths  of  the  crypts  may  be  occluded  and  distended  with 
exfoliated  cells  and  cell  detritus;  these  may  t>ecome  calcified.4 

Tuberculous  Pharyngitis. — Tuberculous  inflammation  of  the  pharynx 
may  !>e  primary  or  secondary  to  tuberculous  lesions  elsewhere;  ulcers 
mav  form  and  the  tonsils  may  be  involved. 

The  hyperplasias  of  the  pharyngeal  mucosa  in  children,  commonly 
called  "adenoids,"  have  l>een  found  in  a  considerable  number  of  cases  to 
be  tuberculous.  Whether  in  these  instances  the  lesion  is  tuberculous  in 
origin  or  whether  the  hyperplastic  tissue  affords  a  portal  of  entry  and 
local  vulnerability  to  infection  by  the  tubercle  bacillus  is  not  yet  clear.* 

1  Consult  l)ttf>roirot*ki,  "Lvmph  Nodules  of  the  Larynx.  (Esophagus,  etc.,"  Ziegler's 
Beitrage  z.  path.  Aunt..  Bd.  xvi.,  p.  43.  1894. 

'*  See  J/fxhti//!/},  "Anatomy  and  Physiology  of  the  Faucial  Tonsils,"  Am.  Jour.  Med. 
Sciences,  vol.  ei..  p.  2.">7,  189*1;  also  Parfoml,  Philadelphia  Med.  Jour.,  vol.  v..  1900, 
pp.  914.  957. 

■;  Consult  for  bacteriology  of  angina  hirtigau,  Philadelphia  Med.  Journal,  vol.  in., 
p.  899.  181M).  bibliography;  for  a  study  of  acute  tonsillitis  see  GoodaU.  Jour.  Boston 
Soc.  Med.  Sciences]  vol.  iii.,  p.  153,  1899. 

4  For  resume  of  tonsillar  calculi  with  bibliography  see  IMriiixon,  British  Med.  Jour., 
1899.  vol.  i..  p.  14. 

For  a  study  of  pharyngeal  tuberculosis  see  Thcisen,  Journal  of  American  Medical 
Association,  vol.  xxxiii.,  p.  3*2,  1899.  bibliography. 

Also  for  a  study  of  the  tonsils  as  portals  of  entry  of  tubercle  bacilli  see  v.  Scheiber, 
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The  possibility  should  be  borne  in  Diiud  that  from  tuberculous  "ade- 
noids" tubercle  bacilli  may  pass  through  the  lymph  -channels  to  the 
bronchial  lymph-nodes,  and  that  the  pharynx  may  thus  be  a  more  impor- 
tant portal  of  entry  in  tuberculosis  than  has  been  hitherto  recognized. 


Fibromata  grow  from  the  periosteum  of  the  bones  at  the  base  of  the 
skull,  and  project  into  the  cavity  of  the  pharynx  and  posterior  mires  iu 


the  form  of  large  polypoid  tumors.  Soft  polypoid  tumors,  consisting 
largely  of  loose  succulent  connective  tissue  and  lymphatic  tissue  and 
often  called  "adenoid  polype"  (see  Fig.  27IS),  are  of  frequent  occurrence. 
They  are  usually  to  be  regarded  rather  as  hyi>erplasia?  than  true  tumors. 
Hairy  polyps  of  the  pharynx  have  been  described  by  Arnold1  and  others. 

Zii-tfl<T-s  Beitr.,  Bd.  JEXVi.,  p.  511.  18W;  also  Fricilemnnn.  ibid.,  Bd.  xxviii..  p.  66, 
1900. 

For  general  bibliography  on  the  tonsils  see  VUman,  Medical  Sewa,  January  20(1]. 
1901,  p.  137:  nee  also  reference  to  Gn-btr.  p.  4.18. 

1  Arnold,  Vircliow's  Arch..  Bd,  rat,  p.  178.  bibliography. 
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The  occurrence  of  cartilage  and  bone  in  the  tonsil  has  been  described  by 
Stoeltzner. 

Sarcoma,  carcinoma,1  and  various  tumors  of  mixed  type  are  of  fre- 
quent occurrence  in  the  pharynx.* 

The  (Esophagus. 

Malformations. 

The  oesophagus  may  be  entirely  absent,  or  its  lower  portion  may  be  present  and 
joined  to  the  pharynx  by  a  solid  cord;  or  the  pharynx,  or  the  lower  part  of  the  oesoph- 
agus, may  be  continuous  with  the  trachea;  or  the  entire  oesophagus  may  be  represented 
by  a  solid  cord.  Dilatations  of  the  oesophagus  and  division  of  the  middle  portion  of  the 
oesophagus  into  two  branches  have  been  observed. 

PERFORATION  AND  RUPTURE. 

Foreign  bodies  in  the  oesophagus  may,  as  already  mentioned,  perfo- 
rate its  wall.  Perforation  of  the  oesophagus  from  without  may  be  pro- 
duced by  inflamed  bronchial  glands,  by  the  extension  of  cavities  and 
gangrene  of  the  lungs,  by  abscesses  in  the  mediastinum,  by  abscesses 
accompanying  caries  of  the  vertebrae,  and  by  aneurisms  of  the  aorta. 
Rupture  of  the  wall  of  the  oesophagus  by  violent  coughing  and  vomiting 
has  been  described,  but  it  seems  improbable  that  this  should  occur  with- 
out some  previous  local  lesion.*  A  few  cases  of  perforating  ulcer  of  the 
oesophagus  have  been  recorded. 


Aside  from  injuries,  ulceration,  etc.,  haemorrhage  may  take  place 
from  the  veins  of  the  (Esophagus,  which,  especially  in  atrophic  cirrhosis, 
niav  be  much  dilated.4 

DILATATION. 

Simple  Cylindrical  Dilatations  of  the  (Esophagus  are  usually  the  result 
of  long-continued  stenosis  of  the  (Esophagus  or  of  the  cardiac  end  of  the 
stomach,  although  not  nearly  all  the  stenoses  are  followed  by  dilatation. 
These*  dilatations  are  formed  at  first  immediately  above  the  stenosis  and 
then  extend  upward.  Only  in  rare  eases  does  the  dilatation  involve  the 
whole  length  of  the  tube.  The  entire  wall  of  the  dilated  portion  of  the 
(esophagus  is  thickened,  and  there  may  be  polypoid  growths  from  the 
mucous  membrane. 

1  For  a  study  of  carcinoma  originating  in  the  branchial  cleft  see  Poim-n,  Annals  of 
Surgery.  February.  lsilH. 

•For  literature  of  maliirnant  disease  of  the  tonsils  consult  Xeirman,  Am.  Jour. 
Med.  Sciences,  vol.  ciii.,  p.  487.  1892;  also  IIottHcll.  Reitr.  zur.  klin.  Chirurgie,  Bd.  xiv. 

;  For  a  study  of  rupture  of  the  u'sophagus  see  J/rTJVv //<//.  Lancet,  1900,  vol.  h\,  p. 
158.  bibliography. 

4  See  Prthk'Xm.  Jour.  Med.  Sciences,  vol.  cxix..  p.  263,  1900. 
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In  rare  cases  there  is  cylindrical  dilatation  of  part  or  of  the  whole  of 
the  oesophagus  without  a  stenosis  or  any  disco verable  cause.  In  these 
ca*ses  the  dilatation  is  usually  greatest  near  the  middle  of  the  oesophagus 
and  diminishes  upward  and  downward,  so  that  the  oesophagus  has  a  fusi- 
form shape.  The  dilatation  may  reach  a  very  considerable  degree,  the 
walls  of  the  oesophagus  are  thickened,  its  mucous  membrane  may  be 
covered  with  papillary  outgrowths  or  ulcerated. 

The  Sacculated  Dilatations  of  the  oesophagus  are  of  two  kinds:  those 
due  to  pressure,  and  those  due  to  traction. 

The  dilatations  due  to  pressure  are  situated  in  the  posterior  wall  of 
the  pharynx,  just  at  its  junction  with  the  oesophagus.  The  smaller  sacs 
are  from  the  size  of  a  pea  to  that  of  a  hazelnut ;  the  larger  sacs  may 
reach  a  large  size  and  hang  down  between  the  oesophagus  and  the  verte- 
bral column,  the  opening  into  the  oesophagus  remaining  comparatively 
small.  It  is  supposed  that  a  limited  area  of  the  wall  of  the  oesophagus 
loses  its  power  of  resistance  against  the  pressure  exercised  upon  it  in 
each  act  of  swallowing ;  it  then  is  forced  outward  by  the  pressure,  and 
so  there  is  formed  first  a  protrusion  and  then  a  sac.  When  a  sac  is 
formed  the  food  enters  it,  accumulates  there,  and  the  sac  becomes  larger 
and  larger. 

The  dilatations  due  to  traction  are  situated  on  the  anterior  wall  of 
the  oesophagus,  at  a  point  nearly  corresponding  to  the  bifurcation  of 
the  trachea.  They  are  of  funnel  shape,  with  the  small  end  outward. 
Their  length  varies  from  two  to  twelve  millimetres;  the  width  of  the 
opening  into  the  oesophagus  is  from  six  to  eight  millimetres. 

These  dilatations  are  due  to  inflammation  of  the  parts  adjoining  the 
oesophagus,  especially  of  the  bronchial  nodes,  followed  by  adhesions  to 
some  part  of  the  anterior  wall  of  the  oesophagus.  These  adhesions  then 
contract  and  draw  the  wall  of  the  oesophagus  outward,  and  in  this  way 
the  dilatations  are  formed. 

At  a  later  time  these  sacs  may  perforate  into  the  bronchi,  the  lungs, 
the  pleural  cavity,  the  pericardium,  the  aorta,  or  pulmonary  artery. ' 


STENOSIS. 

Congenital  Stenosis. — Besides  the  defects  of  development  of  the  oesoph- 
agus which  are  incompatible  with  life,  there  may  be  a  congenital  stenosis 
of  some  part  of  it  which  causes  difficulty  in  swallowing,  but  yet  does  not 
destroy  life. 

Compression  Stenosis  is  not  uncommon.  Tumors  of  the  neck  and 
mediastinum,  and  aneurisms  of  the  aorta  are  the  usual  causes. 

Obstruction  Stenosis. — Foreign  bodies  may  be  lodged  in  the  oesophagus. 
Tumors  may  hang  down  from  the  pharynx  into  the  oesophagus,  or  may 
be  situated  in  the  wall  of  the  oesophagus.     Inflammation  of  the  oesopha- 

1  For  bibliography  of  oesophageal  diverticula  see  Brosch.  Deutsch.  Arch.  f.  klin. 
Med..  Bd.  lxvii.,  p.  44.  1900. 
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gus,  due  to  the  ingestion  of  irritating  poisons,  may  induce  cicatricial 
stenosis.  A  few  cases  of  stenosis  due  to  syphilitic  i  nil  am  mat  ion  have 
been  reported. 

INFLAMMATION.     ( (Esophagi  t  is.) 

Catarrhal  (Esophagitis  may  be  either  acute  or  chronic.  The  chronic 
form  may  lead  to  ulceration,  or  relaxation  and  dilatation  of  the  walls, 
or  to  hypertrophy  of  the  muscular  coat. 

Pseudo-Membranous  (Esophagitis  may  occur  with  a  similar  process  in 
the  pharynx,  with  the  exanthemata  and  other  severe  diseases,  or  under 
other  conditions.  It  may  be  diphtheritic  in  character  or  due  to  other 
excitants  than  the  diphtheria  bacillus. 

Tuberculous  (Esophagitis  may  occur  in  generalized  miliary  tuberculosis 
or  by  local  infection  from  tuberculous  sputa,  either  with  or  without 
obvious  predisposing  local  lesion,  or  through  an  extension  of  a  tubercu- 
lous process  from  adjacent  structures.     Ulceration  is  apt  to  occur.' 

Other  Forms  of  Inflammation  of  the  (Esophagus. — Foreign  bodies  which 
are  swallowed  and  become  fixed  in  the  oesophagus  may  incite  inflamma- 
tion of  the  mucous  membrane  and  of  the  adjoining  soft  parts.  Abscesses 
may  form  around  the  (esophagus,  or  destroy  the  wall  of  the  canal,  and 
the  foreign  body  may  find  its  way  into  the  trachea,  aorta,  or  pericardium. 

Inflammation  of  the  submucous  tissue  of  the  oesophagus,  apart  from 
the  eases  just  mentioned,  is  not  common.  It  may  result  in  abscess  or 
the  formation  of  fibrous  tissue,  causing  stenosis. 

Irritating  and  caustic  acids  and  alkalies  may  destroy  larger  or  smaller 
portions  of  die  mucous  membrane.  The  necrosed  portions  are  of  a  black 
or  whitish  color,  surrounded  by  a  zone  of  intense  congestion.  If  the  pa- 
tient recover,  the  patches  of  membrane  which  have  been  destroyed  slough 
and  fall  off,  leaving  a  surface  covered  by  granulation  tissue.  As  this 
assumes  cicatricial  characters  and  contracts,  serious  stenosis  of  the 
oesophagus  may  be  produced. 

TUMORS. 

Small  Papillomata  may  occur  singly  or  in  considerable  numbers 
throughout  the  entire  length  of  the  oesophagus.  Large  papillary  tumors 
are  more  rare.  Small  submucous  fibromata  and  lipomata,  and  leiomyomata 
of  considerable  size  may  occur  in  the  oesophagus.  Sarcomata  are  rare.* 
Adenomata  have  been  observed. 

Carcinoma  may  originate  at  any  part  of  the  wall  of  the  pharynx  and 
oesophagus.  The  tumor  may  encircle  the  tube;  it  may  remain  as  aflat 
infiltration,  or  project  inward  in  large,  fungous  masses.  In  either  case 
it  is  prone  to  ulceration.  The  growth  may  extend  up  and  down  the 
oesophagus,  and  even  involve  the  pharynx  or  stomach.     The  ulcerative 

1  For  bihlioirnipbv  of  tuberculous  u'.sophniritis  see  Fh'.mt t\  Johns  Hopkins  Hospital 
Bulletin,  vol.  i\\.  p.  4.  1*9:5;  and  also  ('»,,<.  ihhl,  vol.  viii.,  p.  2*29,  1897. 

v Liriinj'MMl.  Johns  Hopkins  IIosp.  Hull.,  vol.  ix.,  p.  151),  1898.  bibliography. 
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process  may  extend  outward  so  as  to  lead  to  perforation  into  the  air 
passages,  the  lungs,  pleura?,  pericardium,  and  large  blood-vessels.  The 
new  growth  may  extend  outward  and  infiltrate  the  surrounding  soft  parts, 
so  that  the  (esophagus  is  surrounded  by  large,  solid,  cancerous  masses. 
Metastatic  tumors  are  also  sometimes  formed. 

Cysts.— Small  retention  cysts  of  the  follicles  of  the  mucous  membrane 
are  sometimes  found.  Larger  cysts  of  the  oesophagus  lined  with  ciliated 
epithelium  have  been  described.1 


The    Stomach. 

Malformations. 

Malformations  of  the  stomach  are  not  common.  The  organ  may  be  entirely  want- 
ing in  acephalous  fa* t uses.  It  may  be  of  various  degrees  of  smallness,  sometimes  no 
larger  than  the  duodenum.  It  may  be  divided  into  two  halves  by  a  deep  constriction 
in  the  middle.  The  pyloric  orifice  may  be  stenosed  or  entirely  closed.  The  stomach 
may  be  outside  of  the  abdominal  cavity  from  a  hernial  protrusion  through  the  dia- 
phragm or  at  some  point  in  the  abdominal  wall.  It  is  found  on  the  right  side,  instead 
of  the  left,  when  the  other  viscera  are  transposed,  and  the  position  of  the  cardiac  and 
pyloric  orifices  is  correspondingly  inverted. 

Congenital  stenosis  of  the  pylorus  in  infants  is  of  occasional  occurrence.  It  is  com- 
monly due  to  fibrous  hyperplasia  of  the  submucosa,  sometimes  involving  the  internal 
muscular  layers.8 

Cadaveric  Changes. 

The  mucous  membrane  of  the  stomach  is  liable  to  undergo  considerable  alterations 
soon  after  death  owing  to  changes  in  the  distribution  and  composition  of  the  blood  and 
to  the  action  of  the  digestive  fluids.  The  blood  is  apt  to  collect  in  the  small  veins, 
especially  at  the  fundus,  while  by  diffusion  of  the  coloring  matter,  red  or  brown  or 
black  streaks  and  patches  form  in  the  mucous  membrane. 

Those  portions  of  the  mucosa  on  which  the  food  and  digestive  fluids  collect,  usually 
at  the  fundus  and  on  the  posterior  aspect  of  the  stomach,  frequently  appear  gray,  tur- 
bid, and  are  soft,  and  are  easily  rubbed  off.  The  epithelium  in  these  regions  is  unusu- 
ally granular  or  disintegrated,  and  is  often  detached.  Sometimes  this  post-mortem 
softening  involves  the  entire  thickness  of  the  stomach  wall,  which  is  converted  into  a 
gray  or  yellow  or  brown  gelatinous  pulp.  Thus  large  or  small  post-mortem  perfora- 
tions may  occur. 

INJURIES. 

Perforating  wounds  of  the  stomach  usually  give  rise  to  a  fatal  perito- 
nitis. It  is  possible,  however,  for  the  wound  to  heal,  or  a  gastric  fistula 
may  be  formed. 

Rupture  of  the  stomach  may  be  produced  by  severe  blows  or  falls. 


1  For  recent  bibliography  of  lesions  of  oesophagus  see  Thorel,  Lubarsch  and  Oster- 
tag's  "Ergebnisse,"  Jahrg.  v.  for  1898,  p.  128. 

*See3f~         '"       " 
Union 


See  Mtltur,  New  York  Med.  Record,  August  20th,  1898,  bibliography ;  also  Rol 
i  and  Crofton-Aikins,  British  Med.  Jour.,  1900,  vol.  ii.,  p.  1768. 
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HEMORRHAGE. 


Small  extravasations  of  blood  in  the  wall  of  the  stomach  are  fre- 
quently found  in  persons  who  have  died  from  one  of  the  infectious  dis- 
eases. 

Hemorrhage  into  the  cavity  of  the  stomach  may  occur  in  a  variety 
of  ways.  It  may  take  place  from  injuries  or  poisons;  from  ulcers  or 
carcinoma ;  from  rupture  of  small  aneurisms  of  the  stomach,  or  from  the 
rupture  into  the  stomach  of  aneurisms  elsewhere.  It  may  occur  in  in- 
fectious diseases,  especially  in  yellow  fever,  or  in  diseases  of  the  blood. 
It  may  be  associated  with  passive  congestion  of  the  stomach  in  hepatic 
cirrhosis  of  the  liver,  obstruction  of  the  portal  vein,  chronic  disease  of 
the  heart  and  lung;  with  an  enlarged  spleen  and  in  chronic  gastritis.  In 
the  new-born  and  young  infants  hemorrhage  into  the  stomach  not  infre- 
quently occurs  without  apparent  lesions  which  would  account  for  it ;  or 
there  may  be  ulcers  of  the  mucous  membranes,  or  cardiac  disturbances, 
or  infection.  While  the  source  of  haemorrhage  into  the  stomach  is  often 
evident,  in  many  cases  none  cau  be  discovered.  Considerable  bleeding 
can  evidently  take  place  by  diapedesis  in  congested  vessels. 

Some  cases  of  chronic  gastritis  are  characterized  by  general  bleeding 
from  the  mucous  membranes  of  the  stomach. 

ATROPHY   AND   DEGENERATION. 

Atrophy  of  the  stomach  ocelli's  in  a  variety  of  cachectic  conditions, 
iu  chronic  inflammation,  and  in  stenosis  of  the  cardiac  orifice. 


Albuminous  Degeneration  of  the  epithelium  may  occur  in  infectious 
diseases  anil  in  inflammation  of  the  stomach. 

Fatty  Degeneration  is  often  associated  with  arsenic  and  phosphorus 
poisoning  (  Fig.  l>77  ). 

Amyloid  Degeneration  "f  the  small  vessels  is  associated  with  a  similar 
process  in  other  parts  of  the  boily. 


THE   DIGESTIVE   SYSTEM. 


INFLAMMATION.    (Gastritis.) 


Acute  Catarrhal  Gastritis  is  usually  due  to  the  ingestion  of  irritating 
decomposing  or  infectious  substances  and  may  accompany  general  infec- 
tious diseases. 

After  death  the  mucous  membrane  may  be  congested  and  swollen, 
or  the  congestion  may  have  disappeared.     The  mucous  membrane  is 


coated  with  an  increased  amount  of  mucus,  especially  at  the  pyloric  end 
of  the  stomach. 

The  structural  changes  in  the  mucous  membrane  consist  chiefly  in 
swelling  and  albuminous  degeneration,  and  sometimes  exfoliation  of  the 
epithelium  with  an  increase  in  the  production  of  mucus  by  the  cylindrical 
cells  ( Fig.  278),  while  the  intertubular  tissue  and  the  submucosa  may  be 
(Edematous  and  contain  a  few  emigrated  leucocytes.  The  solitary  lymph- 
nodules  may  lie  enlarged  from  hyperplasia  and  hemorrhagic  erosions 
may  be  present. 

Chronic  Gastritis.— This,  with  the  continuance  of  the  exciting  condi- 
tions, may  follow  the  acute  form.  It  is  often  associated  with  the  persis- 
tent use  of  alcohol,  with  ulcers  and  carcinoma,  with  venous  congestion 
from  heart  lesions,  cirrhosis  of  the  liver,  obstruction  of  the  portal  vein 
or  ascending  vena  cava,  or  chronic  diffuse  nephritis.  These  are  doubtless 
predisposing  conditions  rather  than  actual  excitants  of  the  disease. 
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The  stomach  may  l>e  normal  in  size  or  small  or  dilated.  Its  inner 
surface  is  usually  covered  with  tenacious  niacins.  The  mucous  mem- 
brane may  he  congested  with  miimte  hemorrhages  or  erosions  or  it  may 
be  pale  and  gray  or  pigmented  from  former  hemorrhages.  It  may  l»e 
thickened  or  thinner  than  normal.  Often,  owing  to  irregular  thicken- 
ing, it  projects  in  places  in  the  form  of  minute  granules,  or  it  is  irregu- 
larly roughened — Hat  mameJonnS — or  there  may  lie  distinct  polypoid  out- 
growths. These  alterations  are  usually  inos*  marked  in  the  pyloric 
region.  Microscopical  examination  shows  alterations  varying  in  different 
parts  of  the  organ  and  in  different  stages  of  the  disease.  The  surface 
epithelium  may  lie  degenerated  and  exfoliated.  The  detached  epithelium 
may  with  leucocytes  be  mingled  with  the  mucus  covering  the  surface. 
The  gastric  glands  may  be  variously  altered.  They  may  be  dilated,  or 
elongated  and  tortuous,  or  hyperplastic'  or  atrophied;  their  epithelium 
may  be  flattened,  degenerated,  or  detached.     The  interstitial  tissue  and 


the  siibniucosa  may  be  infiltrated  with  small  spheroidal  cells  or  uew- 
fnraied  larger  polyhedral  cells  (Fig.  279),  and  new  fibrous  tissue  may 
form  (Fig.  28(1),  thus  often  greatly  thickening  the  mucous  membrane 
and  causing  atrophy  of  the  glands.  The  lymph-nodules  at  the  base  of 
the  glands  may  In-  enlarged  from  hyperplasia.  On  the  other  hand,  the 
mucous  membrane  may,  as  contraction  takes  place  in  the  new -formed  in- 
terstilial  tissue,  undergo  great  atrophy  (Fig.  2K1),  so  that  it  is  pale, 
thin,  often  gray  in  color,  with  more  or  less  pigmentation. 

Tin-  formation  of  new  fibrous  tissue  may  later  involve  the  lnuscularis 
also,  lending  to  various  distortions  of  the  -stomach. 

Croupous  Gastritis  ( Membranous  or  Diphtheritic  Gastritis'). — This  form 
of  gastric  in  (lamination,  most  common  in  children,  may  be  associated 
with  diphtheria  or  with  other  infectious  diseases,  but  may  occur  indepen- 
dently.     In  adults  it    is  usually  secondary  to  typhus  fever,  pneumonia, 

'$<•!■   r, Witi.li  Anniversary  Corn  rilmti.  ins  l<>  the  Scicuif  of  Medicine,  p.  8TT. 

i:n"l.  Mbli-.-riUiliv. 
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pyiPiiiia,  typhoid  fever,  the  exanthemata,  and  other  infections,  and  may 
follow  the  ingestion  of  irritant  poisons.  The  excitants  are  thus  of  the 
most  varied  kinds,  as  is  the  case  in  pseudo- membranous  inflammation 
elsewhere  in  the  body.  The  false 
membrane  may  be  in  small  patches  or 
line  a  considerable  portion  of  the 
stomach. 

Exudative  Gastritis  (Suppurative  or 
Phlegmonous  Gastritis), — This  process 
is  characterized  by  the  formation  of 
purulent  and  other  exudate  in  the 
connective  tissue  of  the  mucosa  and 
submucosa.  The  exudate  may  be 
diffuse  or  localized  in  the  form  of  ab- 
scess. As  an  independent  affection 
it  is  rare.  It  is  more  frequent  in 
connection  with  puerperal  fever  and 
other  infectious  diseases;  it  has  been 
Fw.  aw.— chroxic  u«sT(tini.  ascribed  to  injury, 

mowing  new^.n^^ttbn.m^ti»uB  bwween  Tne  ^.(.muuiation  of  exudate  may 

be  slight,  the  iiiterglaudular  and  sub- 
mucous tissue  being  (Edematous  with  few  pus  cells.  The  mucous  mem- 
brane may  under  these  conditions  remain  intact  or  show  slight  ca- 
tarrhal lesions.  When  this  relatively  slight  accumulation  of  exudate 
occurs  in  the  pyloric  region  it  may  apparently  occasion  temporary 
stenosis.  On  the  other  hand,  a  considerable  or  large  amount  of  exu- 
date may  form,  and  the  process 
may  involve  diffusely  a  large 
part  of  the  wall  of  the  stomach; 
oi'  the  process  may  be  circum- 
scrilx'd  and  abscesses  may  form. 
The  suppurative  process  may  ex- 
tend to  the  mucous  membrane,  or 
to  the  serosa,  and  thus  perfora- 
tions may  occur  and  the  incite- 
ment of  peritonitis.  Little  is 
known  of  the  direct  excitants  of 
phlegmonous  gastritis. '  Strepto- 
coccus pyogenes  has  been  found 
in  the  exudate.' 

Toxic   Gastritis, — The   mineral 
acids,  the  caustic  alkalies,  arsenic,  corrosive  sublimate,  and  the  metallic 

■  IMVjviht  to  tlii'  IrfbHiizrapliy  <>f  iiiitTii-iiririiiiism  of  tlie  normal  slimmed  iiuiv  be 
fmiud  in  an  urtiele  liv  llVi**  on  "  Bacteria  in  the  Stomneli  r.f  Hie  Cat."  Jour,  of  Applied 
Microscopy,  vol.  lit.' p.  837.  1000;  also  Oyon.  "Flore  inicnil.iciim.'  lie  IVstoniiic."  TIkW 
ile  ['iiris.  iiXM).  bibliography.  For  Mhliojrmpliv  of  phlegmonous  joist  lit  in  sec  h-ilh. 
Eiliiiburtrh  Il.isjiittil  UiTori\  vol.  iv..  rr  St.  1WW. 

'Sec  Kiiu'ii-'ilt.  Trans.  Assn.  Am.  Plivs..  vol.  xv..  ji.  127.  tiililiti^mph v. 
32 
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salts,  phosphorus,  camphor,  and  other  irritating  materials,  induce  differ- 
ent lesions  of  the  stomach,  according  to  their  quantity,  their  strength, 
and  the  length  of  time  which  has  elapsed  before  death. 

In  large  quantities  they  destroy  and  convert  into  a  soft,  blackened 
mass  both  the  mucous  membrane  and  the  other  coats,  so  that  perforation 
may  take  place.  In  smaller  quantities  they  produce  black  or  white 
sloughs  of  the  mucous  membrane,  surrounded  by  a  zone  of  intense  con- 
gestion. If  death  does  not  soon  ensue,  the  ulcerative  and  cicatricial 
processes  which  follow  such  sloughs  may  contract  and  deform  the  stom- 
ach in  various  ways. 

If  the  poisons  are  of  less  strength  they  may  induce  a  diffuse  conges- 
tion of  the  mucous  membrane,  with  catarrhal  or  croupous  exudation  on 
its  surface  and  serous  infiltration  of  the  submucous  coat  (see  chapter  ou 
Poisons). 

Tuberculous  Gastritis  of  the  stomach  is  rare  and  is  usually  secondary 
to  tuberculous  lesions  elsewhere.  There  may  be  miliary  tubercles  or 
small  or  large,  single  or  multiple  ulcers  involving  especially  the  mucosa 
and  submucosa. ' 

Syphilitic  Inflammation  of  the  stomach  with  ulceration  has  been  occa- 
sionally observed. a 

ULCERS  OF  THE  STOMACH. 

Chronic  Perforating  Ulcer. — This  form  of  ulcer  is  often  seen ;  according 
to  Brinton,  in  five  per  cent  of  persons  dying  from  all  causes.  It  occurs 
in  females  nearly  twice  as  frequently  as  in  males.  As  regards  the  age, 
Brinton  concludes  that  the  liability  of  an  individual  to  become  the  sub- 
ject of  gastric  ulcer  gradually  rises,  from  what  is  nearly  a  zero  at  the 
age  of  ten  to  a  high  rate,  which  it  maintains  through  the  period  of  mid- 
die  life;  at  the  end  of  which  period  it  again  ascends,  to  reach  its  maxi- 
mum at  the  extreme  age  of  ninety. 

The  analysis  of  793  hospital  cases  by  Welch  8  shows  that  the  ulcere 
were  on  the  lesser  curvature  in  288,  in  the  posterior  wall  in  235,  at  the 
pylorus  in  9f>,  on  the  anterior  wall  in  69,  at  the  cardia  in  50,  at  the  fun- 
dus in  29,  on  the  greater  curvature  in  27. 

As  regards  the  numl>er  of  ulcers,  two  or  more  are  present  in  about 
twenty-one  per  cent;  there  may  be  two,  three,  four,  or  even  five  ulcers. 
In  eases  of  multiple  ulcers  these  are  often  developed  successively. 

In  size  the  ulcers  vary  from  one-quarter  of  an  inch  to  five  or  six 
inches.  They  are  usually  of  circular  shape,  sometimes  oval ;  sometimes 
two  or  more  are  fused  together. 

The  ulceration  is  largest  in  the  mucous  membrane  (Fig.  282).  It 
mav  remain  confined  to  this,  or  extend  outward  and  involve  the  connec- 

1  Consult  for  hihlioirruphv  of  tuberculosis  of  stomach  Bl timer.  Alliany  Medical  An- 
nals. March,  lsfls. 

Consult    for  biblio<jraphv   Ftt-rm-t;  American  Journal  of  Medical  Sciences,   vol. 
cxvi..  p.  4'i4.  isiis. 

:iHW*7*.  Pepper's  "System  of  Practical  Medicine."  vol.  ii.,  p.  5(M,  1885.  Many  im- 
portant data  are  to  be  found  in  this  excellent  article. 
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live  tissue,  muscular  and  peritoneal  coats,  its  diameter  becoming  smaller 
as  it  advances.  The  ulcer  looks  like  a  clean  bole  punched  out  of  the  wall 
of  the  stomach.  Its  floor  may  show  no  active  inflammatory  changes. 
Its  edges  may  l>e  in  the  same  condition,  or  they  may  be  thickened  by  the 
growth  of  connective  tissue  and  cells.  The  rest  of  the  mucous  mem- 
brane of  the  stomach  is  apt  to  be  in  a  condition  of  chronic  catarrhal 
inflammation. 

The  ulcer  may  perforate  directly  through  the  wall  of  the  stomach, 
and  the  contents  of  the  latter  are  discharged  into  the  peritoneal  cavity; 
or  adhesions  are  formed  between  the  wall  of  the  stomach  and  the  neigh- 
boring viscera,  ho  that  the  bottom  of  the  ulcer  is  closed;  or  if  the  liver, 
the  intestines,  or  the  abdominal  wall  become  adherent,  these  may  l»e 
invaded  by  the  ulcerative  process,  and  cavities  or  fistula?  are  formed 
communicating  with  the  stomach;  or,  if  the  adhesions  are  incomplete,  a 
local  peritonitis  and  collections  of  pus  may  be  developed.     Perforation 
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may  take  place  into  the  colon  or  duodenum,  or  into  the  pericardium  or 
pleura. 

During  the  progress  of  the  ulcer  there  may  be  repeated  small  hemor- 
rhages from  the  erosion  of  small  blood-vessels,  or  large  hemorrhages 
from  the  erosion  of  larger  arteries. 

In  many  cases  these  ulcers  cicatrize,  and  such  a  cicatrization  may 
produce  various  deformities  of  the  stomach. 

The  origin  of  such  ulcer.;  is  often  obscure.  It  seems  probable  that  the 
nutrition  of  a  circumscribed  part  of  the  wall  of  the  stomach  is  interfered 
with,  and  that  this  portion  is  then  destroyed  by  the  action  of  the  gastric 
juice.  But  we  are  in  most  cases  still  ignorant  of  the  way  in  which  the 
obliteration  of  the  arteries  is  effected.  It  has,  indeed,  been  demonstrated 
in  animals  that  an  artificial  embolism  of  the  branches  of  the  gastric  ar- 
teries may  lead  to  ulcers  of  the  stomach ;  and  in  the  human  stomach  we 
occasionally  find  eases  of  embolism  of  the  branches  of  the  gastric  artery 
and  ulcers.  Bid  the  clinical  history  of  most  eases  of  ulcer  of  the  stom- 
ach does  not  correspond  with  such  a  mode  of  origin.  A  chronic  oblit- 
erating endarteritis  would  seem  to  lie  a  more  probable  cause.  The  pos- 
sibility of  a  bacterial  origin  in  some  cases  should  not  l>e  overlooked. 
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Follicular  Ulcers,  similar  to  those  in  the  small  intestine,  are  of  occa- 
sional occurrence  in  the  stomach.  They  are  formed  by  the  degenerative 
changes  and  necrosis  in  the  solitary  lymph -nodules  of  the  stomach. 

For  Tuberculous  Ulcers,  see  above. 

Hemorrhagic  Erosions  occur  as  rounded  spots  or  narrow  streaks, 
formed  by  a  loss  of  substance  of  the  mucous  membrane.  The  mucous 
membrane  at  these  points  may  be  congested,  soft,  and  covered  by  small 
blood  clots.  The  destruction  of  the  mucous  membrane  is  usually  super- 
ficial, but  may  involve  its  entire  thickness.  The  internal  surface  of  the 
stomach  may  be  studded  with  these  erosions.  They  give  rise  to  repeated 
haemorrhages,  and  are  accompanied  by  catarrhal  inflammation  of  the 
rest  of  the  mucous  membrane. 

They  occur  at  all  periods  of  life,  even  in  infants.  Their  usual  seat  is 
the  pyloric  portion  of  the  stomach.  They  may  occur  independently  of 
other  obvious  lesions,  but  are  most  frequent  in  connection  with  chronic 
congestion  of  the  mucosa,  chronic  gastritis,  in  infectious  diseases,  and 
intoxications. 

DILATATION. 

Very  considerable  degrees  of  dilatation  of  the  stomach  are  found  at 
autopsies,  without  stenosis  of  the  pylorus  or  other  mechanical  cause  to 
account  for  them.  It  is  usually  difficult  to  determine  how  long  these 
dilatations  have  existed  and  their  influence  in  the  illness  or  death. 

Acute  dilatation  of  the  stomach,  with  vomiting  of  very  large  quantities 
of  thin  fluid,  has  been  observed  in  a  few  cases,  the  dilatation  being 
developed  suddenly  and  without  discoverable  cause. 

Of  the  mechanical  factors  which  lead  to  dilatation  of  the  stomach 
a  stenosis  of  the  pylorus  is  the  most  common.  Such  a  stenosis  may  l>e 
effected  by  a  tumor,  by  chronic  inflammation  and  thickening,  and  by 
the  cicatrization  of  ulcers.  Less  frequently  obstructions  of  the  small  and 
huge  intestines  act  in  the  same  way. 

Some  forms  of  chronic  gastritis  are  attended  with  dilatation  of  the 
stomach  without  stenosis. 

In  rare  cases  circumscril>ed,  sacculated  dilatations  are  produced  by 
the  presence  of  foreign  bodies — portion  of  wood,  metal,  etc. 

TUMORS. 

Papillomata. — Tt  has  already  been  mentioned  that  in  some  cases  of 
chronic  gastritis  there  are  small,  polypoid  hypertrophies  of  the  mucous 
membrane.  Besides  these  we  find  polypoid  tumors  which  may  reach  a 
considerable  size.  They  are  composed  of  a  connective-tissue  stroma 
arranged  in  tufts  covered  with  cylindrical  epithelium.  In  some  cases 
there  are  also  tubules  lined  with  cylindrical  epithelium,  so  that  the 
tumor  has  partly  the  structure  of  an  adenoma.  Fibromata  of  small  size 
are  sometimes  found  in  the  connective-tissue  coat  (Fig.  L'S.5 ).     Lipomata 
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aw  formed  in  the  submucous  connective  tissue  in  the  shape  of  rounded 
or  polypoid  tumors.  They  usually  project  inward,  but  -sometimes  out- 
ward beneath  the  peritoneum.  They  may  also  appear  in  the  form  of 
numerous  yellow  nodules  beneath  the  mucous  membrane. 

Myomata  occur  in  the  form  of  rounded  tumors  which  originate  in  the 
muscular  coat,  but  may  gradually  separate  themselves  from  it  and  project 
inward  or  outward.  The  submucous  myomata  are  at  first  small  tumors 
lying  loosely  attached  in  the  submucous  tissue.  As  they  grow  larger 
they  push  the  mucous  membrane  inward  and  take  the  shape  of  polypoid 
tumors.  Lymphomata  in  the  wall  of  the  stomach  are  seen  in  some  cases 
of  leukieinia. 

Sarcomata  of  the  stomach  are  rare.  In  sonic  of  the  tumors  of  the  wall 
of  the  stomach,  which  are  ordinarily  called  cancerous,  the  structure  is  not 


well  defined,  and  it  is  possible  that  some  of  them  are  sarcomata.  Sarco- 
mata of  the  stomach  may  be  round-celled  or  spindle- eel  led  and  mixed 
forms  occur — myxosarcoma,  angiosarcoma,  etc' 

Adenoma.— It  has  been  already  mentioned  that  in  some  of  the  papil- 
lary tumors  of  the  mucous  membrane  there  is  a  considerable  growth  of 
tubules  lined  with  cylindrical  epithelium.  Besides  these  we  find  in  the 
submucous  co-.it  circumscribed  tumors  composed  of  tubules  irregular  in 
form  and  lined  with  one  or  more  layers  of  cylindrical  epithelium,  like 
those  of  the  gastric  mucous  membrane.     (See  A  deno- carcinoma  below. ) 

Carcinoma  of  the  stomach  is  usually  primary  but  is  occasionally  sec- 
ondary to  cancer  elsewhere.  It  is  of  relatively  common  occurrence,  the 
stomach  in  Welch's  analysis  of  over  30,000  cases  being  next  to  the  uterus 
the  orpin  most  frequently  affected. 

■See  />«■£.  Trans.  Assn.  Am.  Phys,.  vol.  xv..  p.  105.  bibliography :  also  Feiiirirk. 
Lawvt.  1901,  vol.  i.,  p.  46a,  bibliography. 
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The  situation  in  Welch's  summary  of  1,300  cases'  was:  in  the  pyloric 
region.  791;  lesser  curvature,  148;  caitliu,  104;  posterior  wall,  ««; 
involving  a  greater  part  of  the  stomach,  61;  greater  curvature,  34; 
anterior  wall,  30;  fundus,  1!);  multiple  tumors  in  45  cases.  Carcinoma 
of  the  stomach  is  rare  in  childhood.' 

Cau-iuomnta  of  the  stomach  occur  in  various  forms.  There  may  be 
larger  or  smaller,  flat  or  rounded  or  lobulated  growths  projecting  from 


Fit;.  :s*i.— Hun  Balls  ksoh  Hi- man  stomach. 
Tbis  «|m1m«ii  ixioabtB  l»rgely  of  balm,  rotton  *nrt  mmllpn  Uirtwds,  it 


the  inner  surface  of  the  stomach.  The  mucous  membrane  over  them 
may  lie  intact  or  with  a  portion  of  the  tumor  may  ulcerate.  The  destruc- 
tive process  may  advance  so  that  some  of  the  ragged  or  smooth-edged 
ulcers  may  reach  a  huge  size.  The  wall  of  the  stomach  maybe  involved; 
peritoneal  adhesions  may  form,  or  perforation  may  occur.  On  the  other 
hand,  the  carcinoma  may  grow  in  the  form  of  a  diffuse  infiltration  of  the 
wall  of  the  stomach.  Such  tumors  tire  less  liable  to  ulcerate.  They 
may  be  overlooked  or  mistaken  for  a  chronic  inflammatory  lesion. 

Metastatic  tumors  in  the  liver,  the  lymph- nodes,  and  the  peritoneum 

are  common,  but  such  metastases  may  occur  in  any  part  of  the  body. 

The  most  common  type  of  carcinoma  of  the  stomach  is  the  medullary, 

'■chiiiiiKf,  in  which  often  to  a  considerable  extent  the 

is  maintained  in  many  parts  of  the  growth  (Fig.  173, 

e  cylindrical  or  polyhedral  epithelial  cells  line  variously 

which  frequently  maintain  well-marked  lamina.     Cystic 
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The  third  type,  gelatinous  carcinoma  (Fig.  190,  page  318),  often 
forms  extensive  growths  and  is  apt  to  invade  adjacent  structures  and  to 
establish  metastases. 

Stenosis  of  the  pylorus  and  chronic  gastritis,  adhesions,  fistula?,  dis- 
tortion of  the  stomach,  perforation,  etc.,  hemorrhage,  suppurative 
inflammation,  are  among  the  frequent  secondary  complications  of  gastric 
cancer. 

Among  the  relatively  infrequent  secondary  cancers  of  the  stomach, 
those  originating  in  the  breast  are  proportionately  large.1 

Cysts  of  the  stomach  wall  have  been  recorded." 

For  recent  general  bibliography  of  lesions  of  the  stomach,  see  Thvrtl,  Lubarsch  and 
Ostcrtag's  "Ergebnisse,"  Jahrg.  v.  for  1898,  p.  142. 

FOREIGN  BODIES. 

Among  the  various  foreign  bodies  which  by  accident  or  design  may 
be  present  in  the  stomach  may  be  mentioned  hairs,  thread,  string,  etc., 
which  have  been  swallowed  from  time  to  time,  usually  by  hysterical 
women.  These  may  be  closely  packed  together  into  a  large  mass  nearly 
filling  the  cavity  of  the  stomach,  to  which  in  shape  it  may  correspond 
(Fig.  284).* 

The  Intestines. 

Malformations. 

Athksja  Am. — Absence  of  the  anal  opening  is  frequent.    This  may  be  associated 
with  partial  or  complete  atresia  of  the  rectum  or  of  the  colon  which  may  be  represented 
by  solid  cords.     Blind  terminations  of  the  small  intestine 
may  occur,  or  there  may  be  complete  closure  of  the  gut. 

TttANswisrnnN. — The  position  of  the  intestines  may 
be  the  opposite  to  that  which  Is  usually  found.  The 
transposition  may  affect  all  the  abdominal  viscera,  or 
only  a  single  vlscus  is  transposed. 

Anomalous  Positions  ov  thk  Colon  are  not  infre 

Diverticula. — Intestinal  diverticula  are  most  fre- 
quent in  the  lower  part  of  the  ileum.  Tiny  usually 
spring  from  the  convex  surface  of  the  iutestine,  more 
mrely  from  its  attached  border.  In  the  latter  case  they 
are  joined  to  the  mesentery  by  a  fold  of  peritoneum. 
The  diverticulum  forms  a  pouch  from  one  to  six  Inches 
long,  of  about  the  same  diameter  as  the  intestine,  smallest 
at  i(s  free  extremity  (Fig.  285). 

1  For  statistics  see  Welch,  reference  above. 

■  bthitlti  litis  seen  a  large  cyst  of  undetermined  origin, 
Trans.  New  York  Path.  Boc.,  18BG-1900. 

*  Such  a  specimen  of  gastric  bair  ball,  mentioned 
by  Outer,  is  in  the  museum  of  McOill  University,  and 
another,  reported  by  FirutUr  (see  Pig.  284),  Is  in  the 
museum  of  the  College  of  Physicians  and  Surgeons,  Sow 
York.  Jtifobmn  has  recently  described  a  case,  giving 
bibliography,  Med.  News,  February  18th,  1901. 

*  For  bibliography  of  reported  cases  see  SAabe r,  Am.    fig.  «k5._  divkktktlck  o 
Jour.  Med.  Sciences,  vol.  cxvi.,  p.  405,  1898.  small  Intkstine. 
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Such  diverticula  do  not  interfere;  with  the  functions  of  the  intestines.  They  occa- 
sionally form  part  of  a  hernia.  Sometimes  the  remains  of  these  intestinal  diverticula — 
called  Meckel's  diverticula— form  soft,  projecting  tumors  at  the  umbilicus'  in  children. 
Microscopical  examination  of  such  tumors  often  shows  the  structure  of  the  intestinal 
mucosa  ami  muscularis.  If  they  remain  attached  by  a  fibrous  cord  to  I  he  navel,  this 
cord  may  be  the  cause  of  incarceration  of  a  portion  of  the  intestines.* 

Fnhe.  Dinrliculti. — Not  infrequently  one  finds  at  autopsies  either  in  the  small  or 
large  intestine  diverticula  or  hernia.',  which  project  from  the  exterior  of  the  gut  usually 
near  its  mesenteric  al  tuclunent.  These  consist  of  the  mucous  membrane  which  has  been 
crowded  through  the  museularis  and  is  covered  by  serosa.  These  so-called  "false  di- 
verticula "  may  be  large,  hut  are  generally  not  larger  than  a  ]H'a :  they  may  be  siugle  or 
numerous  (Fig.  286),  They  as  a  rule  csiusc  n<>  functional!  disturbance,  but  may.  through 
the  accumulation  of  fiend  material  within  them,  be  the  seat  of  perforation.' 
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Incarceration. 

1.  The  most  common  form  is  that  in  which  a  portion  of  intestine  is  strangulated  by 
fibrous  hand.     Such  fibrous  bands  are  the  result  of  peritonitis  or  may  be  of  fa'tal  ori- 

in.  They  pass  from  the  intestines  to  the  abdominal  wall,  or  from  one  part  of  the  in 
.■stilus  to  Mint  her.  The  intestine  becomes  in  Some  way  caught  Under  one  of  these 
ands  and  is  compressed  by  it.  The  stricture  thus  produced  may  lead  to  a  gradual 
eeiimulaiion  of  faeces  in  the  intestine  above  it,  und  may  last  for  a  long  time  bef ore 
iiilh  ensues.  In  other  cases  the  stricture  interferes  at  once  with  the  circulation  of  the 
loud  ;   1 1n-   intestine  is   intensely  congested,  becomes  gangrenous,  and  death  takes  place 

2.  A  portion  of  intestine'  heroines  caught  in  .some  abnormal  opening  in  the  inescn 
■ry  or  omentum.  <>r  in  the  foramen  of  Window,  or  between  the  two  layers  of  the 
icsciiterv.  We  bane  seen  a  ease  in  which  twelve  feet  of  intestine  had  passed  throuirb 
small  opening  in  the  mesentery. 

:S.  A  cuil  of  intestine  makes  a  half  turn  at  its  base,  so  thai  the  two  sides  of  the 
jops  cross  at  ils  base.     In  this  way  the  lumen  of  I  he  intestine  is  completely  closed  and 

1  For  bibliography  of  umbilical  tumors  sec  (iimtnrHma'».  Arch.  gen.  de  Med.,  t.  iii.. 

'  For  bihlioiimphv  see  Iti-itunnn,  I'roc.  Itilh.  Soe.  of  Philadelphia,  new  ed,.  vol.  i.. 

.     1!B).    IM'.tN. 

■Consult  n»-k.r.  -False  Diverticula  of  the  Intestine."  Jour.  Exp.  Med.,  vol,  v..  p. 
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the  vessels  are  compressed,  so  that  congestion,  peritonitis,  and  gangrene  result.  This 
form  of  incarceration  is  most  frequent  in  the  ascending  colon.  In  the  small  intestine 
it  may  occur  when  the  gut  is  tixed  by  old  adhesions. 

4.  A  portion  of  the  intestine,  with  its  mesentery,  makes  one  or  more  complete  turns 
on  itself,  closing  the  canal  and  compressing  the  vessels. 

5.  A  portion  of  the  intestine  makes  a  half  or  entire  turn  about  its  longer  axis. 
This  is  verv  rare,  and  onlv  occurs  in  the  colon. 

0.  The  mesentery  of  a  part  of  the  intestine  is  long  and  loose,  in  consequence  of  a 
dragging  down  of  the  intestine  by  a  hernia  or  by  habitual  constipation.  The  portion 
of  intestine  thus  permitted  to  hang  down  is  habitually  tilled  with  fa»ces,  and  by  its  press- 
ure on  some  other  part  of  the  intestine  produces  an  incomplete  stricture. 


Intussusception . 

This  change  of  position  consists  in  the  invagination  of  one  portion  of  intestine  in 
another  portion.  Usually  this  takes  place  in  the  direction  of  the  peristaltic  movements, 
from  above  downward;  more  rarely  in  the  opposite  direction. 

The  parts  are  found  in  the  following  condition :  There  are  three  portions  of  intes- 
tine, one  within  the  other.  The  inner  portion  is  continuous  with  the  intestines  above 
the  intussusception;  its  peritoneal  coat  faces  outward.  The  outer  portion  is  continuous 
with  the  intestine  below;  its  peritoneal  coat  also  faces  outward.  The  inner  portion  is 
turned  inside  out,  its  mucous  membrane  is  in  contact  with  the  mucous  membrane  of 
the  outer  portion.  In  rare  cases  the  intussusception  is  complicated  by  the  invagination 
of  a  second  portion  of  intestine  in  the  inner  tube,  and  even  by  a  third  intussusception 
into  the  second  one.  These  changes  occur  both  in  the  large  and  small  intestine;  most 
frequently  the  lower  part  of  the  ileum  is  invaginated  in  the  colon.  The  invaginated 
portion  may  be  from  a  few  inches  to  several  feet  in  length.  The  lesion  is  most  fre- 
quently found  in  early  childhood. 

The  intussusception,  by  the  dragging  and  folding  of  the  mesentery  which  it  in- 
volves, may  lead  to  intense  congestion  of  the  parts,  and  even  to  large  haemorrhages  be- 
tween the  coats  of  the  intestine.  The  congestion  may  induce  fatal  peritonitis,  or  gan- 
grene of  the  intestine,  or  chronic  inflammation  and  adhesions,  and  the  patient  may  live 
for  a  considerable  time  with  symptoms  of  stricture.  In  other  cases  the  invaginated  por- 
tion of  intestine  sloughs,  the  outer  and  inner  portions  become  adherent,  and  the  patient 
recovers,  with  or  without  stricture. 

Besides  this  grave  form  of  intussusception  we  often  find,  especially  in  children,  one 
or  more  small  invaginations  not  attended  with  congestion  or  inflammation.  These*  are 
agonal  or  are  formed  immediately  after  death. 


Dilatation  of  the  Colon. 

This  may  be  congenital  or  acquired  and  is  sometimes  excessive.1 

WOUNDS— RUPTURES. 

Penetrating  wounds   of  the  intestine   usually  prove  rapidly  fatal, 

either  from  shock  or  from  peritonitis.     Sometimes,  however,  the  wound 

Incomes  closed  by  the  formation  of  adhesions  with    the    neighboring 

parts.     Sometimes  the  wound  in  the  intestines  becomes  adherent  at  the 

position  of  the  wound  in  the  abdominal  wall,  and  an  intestinal  fistula  is 

formed. 

•See  Fit2y  Am.  Jour.  Med.  Sciences,  vol.  cxviii..  p.  123,  1899,  bibliography;  also 
Griffith,  Trans.  Assn.  Am.  Phys.,  vol.  xiv.,  p.  1,  1899. 
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Rupture  of  the  small  intestine  is  not  infrequently  produced  by  severe 
blows  on  the  anterior  abdominal  wall.  It  is  noticeable  that  such  blows 
may  not  produce  marks  or  ecchymoses  of  the  skin.  Such  ruptures  usu- 
ally prove  fatal  very  soon,  but  sometimes  the  patient  lives  several  days 
and  the  edges  of  the  rupture  undergo  inflammatory  changes. 

Strictures  of  the  intestine  are  sometimes  followed  by  rupture  of  the 
dilated  intestine  at  some  point  above  the  stricture. 


DISTURBANCES   OF  THE  CmCULATION— HEMORRHAGE. 

Hyperemia  of  the  intestine  may  be  inflammatory  in  character  or  it 
may  be  associated  with  disturbance  of  the  portal  circulation.  Under 
both  of  these  conditions  ecchymoses  may  occur.  Pigmentation  may  fol- 
low large  or  small  interstitial  haemorrhages. 

As  a  result  of  embolism  or  thrombosis  of  the  mesenteric  vessels,  hem- 
orrhagic infarctions  may  occur,  sometimes  involving  considerable  portion 
of  the  gut. '  ILemorrhage  into  the  lumen  may  follow,  or  gangrene,  or 
inflammation.  The  latter  processes  are  readily  induced  in  the  injured 
regions  by  the  bacteria  constantly  present  in  the  intestinal  contents. 
Septic  emboli  may  induce  suppurative  inflammation  in  the  mesentery 
and  in  the  wall  of  the  intestine. 

Intestinal  haemorrhage  may  occur  in  venous  congestion,  as  in  certain 
forms  of  cirrhosis  of  the  liver.  It  may  follow  ulceration,  in  typhoid 
fever,  in  chronic  colitis,  in  malignant  tumors,  etc. ;  it  may  accompany 
infarction. 

DEGENERATION. 

Amyloid  Degeneration  may  be  associated  with  a  similar  process  else- 
where in  the  body.  The  iodin  test  may  reveal  the  existence  of  this 
alteration  in  the  villi  of  the  small  intestine. 


INFLAMMATION. 

Inflammation  of  the  Small  Intestine.     (Enteritis.) 

Acute  Catarrhal  Enteritis. — This  mav  occur  under  conditions  similar 
to  those  inciting  catarrhal  inflammation  in  the  stomach.  It  may  be  local 
or  general  and  may  be  associated  with  similar  processes  in  the  stomach 
and  colon.  In  ptomai'n  poisoning  the  lesions  are  often  severe.  Com- 
paratively mild  forms  of  the  lesion  may  predispose  the  intestine  to  the 
incursions  of  intestinal  bacteria  and  the  development  of  more  severe 
forms  of  destructive  lesions.  The  mucosa  may  be  reddened  or  ecchy- 
mosed,  and  covered  with  mucus  mingled  with  degenerated  epithelium 
and  leucocytes.    The  epithelium  may  be  degenerated  and  peeled  off"  (Fig. 

1  For  ji  fuller  consideration  of  thrombosis  of  the  mesenteric  veins  consult  Welch, 
Allbutts  "System  of  Medicine."  vol.  vi.,  p.  218. 
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287),  and  the  cylindrical  cells  may  be  distended  with  mucus  formed 
within  them — "beaker  cells." 

The  solitary  and  agminated  lymph-nodules  may  be  swollen  from 
hyperplasia.  (See  Lesious  of  the  Lymph-nodes,  page  364.)  When  this 
hyperplasia  is  marked  (Fig.  288),  the  lesion  is  often  called  follicular  or 
vudulitr  enteritis,  and  erosions  and  ulceration  may  occur  (Figs.  296  and 
297).  For  hyperplasia  of  the  lymphoid  tissue  of  the  intestine  in  typhoid 
fever  see  page  204. 

Chronic  Catarrhal  Enteritis. — This  may  follow  the  acute  form  or  occur 
independently.  It  often  accompanies  many  forms  of  chronic  disease  of 
the  heart,  kidneys,  lungs,  etc  The  mucous  membrane  may  be  covered 
with  mucus;  eccbymuses,  erosions,  and  pigmentation  are  frequent. 
There  is  hyperplasia  of  the  iuterglandular 
tissue  of  the  mucosa  and  the  submucosa.  In 
this  way  there  may  be  atrophy  of  the  glands 
and  the  mucous  membrane  may  be  thin  and 
fibrous.  The  muscularis  may  also  he  in- 
volved and  atrophied.  The  submucosa  and 
the  muscular  layer  may  on  the  other  hand  be 
thickened  from  the  new- formed  fibrous  tissue. 

Pseudo-membranous  Enteritis  may  occur  in 
con t lection  with  a  similar  condition  in  the 
colon,  in  infectious  diseases,  in  chronic  dis- 
eases of  the  liver  and  kidney;  in  cachectic 
conditions,  or  as  the  result  of  the  ingestion 
of  irritant  poisons.  The  mucous  membrane 
may  be  the  seat  of  superficial  necroses,  some- 
times iu  patches,  and  the  pellicle  may  consist 
largely  of  mucus  with  necrotic  epithelium. 
Fibrin  may  be  present  and  fibrin  and  extra- 
vasated  leucocytes  and  serous  fluid  may  in- 
filtrate the  submucosa. 

Exudative  or  Suppurative  Enteritis  is  rare. 
Purulent  foci,  usually  metastatic  iu  origin,  may  form  in  the  wall  of  the 
intestine.  A  more  diffuse  suppuration  may  follow  infection  after  ob- 
struction or  strangulation.1 

Tuberculous  Enteritis. — The  lymph-nodules  and  Peyer's  patches  are 
often  involved  in  intestinal  tuberculosis  and  often  ulcerate  (Fig.  289). 
Miliary  tubercles  may  be  present  with  cheesy  degeneration  (Fig.  290) 
and  the  subperitoneal  lymphatic  vessels  are  often  involved  and  may  ap- 
pear as  white,  nodular,  branching,  slightly  elevated  cords,  running  around 
the  gut  (Fig.  291).  Tuberculous  ulcers  are  apt  to  extend  most  rapidly 
in  n  direction  transverse  to  the  axis  of  the  gut  (Fig.  292),  differing  in 
this  respect  from  typhoid  ulcers  (see  page  2061.  But  to  this  there  are 
frequent  exceptions.  Tuberculous  ulcers  rarely  perforate,  (See  for 
other  forms  of  tuberculosis  of  the  intestine  page  515.) 

1  Fur  reference  to  bacterial  excitants  of  enteritis  see  footnote,  p.  514. 
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Syphilitic  Ulcers,  originating  in  the  lymphatic  structures,  arc  some 
times  found  in  infantile  syphilis. 

Duodenal  Ulcers  may  be  tuberculoid  or  may  follow  extensive  burns. 


Frc.  3*6— Nodular  Enteritis. 
From  the  Intestine  ol  u  cbild. 

In  the  hitter  rase  their  mode  of  origin  is  obscure.  They  may  occur  under 
a  variety  of  other  conditions.' 

Other  Forms  of  Ulcers. — The  solitary  and  agminaled  lymph -nodules 
frequently  undergo  hy)>erplasia,  in  infectious  diseases,  after  extensive 
burns,  in  various  forms  of  inflammation  of  the  intestine.  Hyperplasia 
of  the  lymphatic  tissue — see  above — with  ulceration  is  especially  frequent 
in  children. 

Anthrax  Infection  of  the  Intestine  (Mycosis  Intestinalis). — The  anthrax 
bacillus  mav  liml  lodgment  in  the  intestinal  mucous  membrane  either  by 


**s 


*\ 
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the  ingestion  of  food  containing  the  germ  or  by  metastasis  through  the 
blood  from  some  other  scat  of  infection,  especially  the  skin. 
The  intestinal  lesions  are  most  apt  to  occur  in  the  small  intestines  and 

1  For  u  sillily  of  iIuinIciiiiI  ulcer*  si  ,■   II'mV,  Mdlioal  Rcrnnl,  May  Btli.  1900.  btblt- 
ogm|iliy. 
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in  tlif  upper  part  of  the  colon.     The  mucous  membrane  is  studded  with 
larger  and  smaller  brown  or  black  frequently  elevated  patches,  or  areas 


of  local  congestion,  or  hemorrhage,  or  necrosis.     The  mucous  membrane 
near  the  inflammatory  and  necrotic  foci  may  be  (edematous.     Hyper- 


plasia of  the  spleen  and  lymph-nodes  is  apt  to  accompany  the  intestinal 
anthrax.     The  anthrax  bacillus  may  l>e  found  about  the  seat  of  local 
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lesion  in  the  intestine,  in  tbe  associated  lymph-nodes,  and  when  second- 
ary to  local  infection  elsewhere  it  may  be  found  in  the  primary  lesion 
and  iu  the  blood. 

It  is  believed  that  other  forma  of  bacteria  may  cause  intestinal  lesions, 
somewhat  similar  to  those  of  anthrax,  but  the  researches  in  this  direction 
are  not  yet  sufficiently  numerous  to  permit  of  very  definite  statements. 


INFLAMMATION"   OF  THE   LARGE   INTESTINE.       (Colitis.') 

The  mucous  membrane  of  the  large  intestine  is  frequently  the  seat  of 
acute  and  chronic  in  fl  a  minatory  and  necrotic  processes  known  clinically 


Tin'  I'plilii'lliiMi  j if  li.r  luliiiliL!-  KJiiiifi-.  f*imi'ia[]y  ni"ir  IhHr  jniiliim*.  1h  funitlnff  an  excnulrt'  amount  »f 
niiii'in  «fih  lifsirm-iiiin  iimi  i-xrutliitlun  <>r  the  ivIIh.  The  tuliult-s  hit  illlniwl  with  mucin  whirli  nivrretlM 
BUrtiui-.     The  «  ill  I  hi'  Ill/Ill  Is  riwmtir  iimi  funrnltH-  nlj[e  of  an  ulmnied  srt». 

as  tli/MHtriy.'  The  rectum  is  most  often  involved,  but  sometimes  the  up- 
per part  of  the  colon  and  somet lines  the  whole  colon  is  affected. 

Acute  Catarrhal  Colitis.— This  process  is  frequently  limited  to  the  lower 
end  of  the  colon  and  presents  several  types.  There  may  lie  an  increased 
production  of  mucus,  which  coats  the  surface  of  the  mucous  membrane 
and  is  mixed  with  exfoliated  stud  fatty  or  disintegrated  epithelium  and 
red  blood  cells.  The  surface  epithelium  may  Iki  degenerated  anil  ex- 
foliate, many  "beaker  cells"  lieiujr  present,  indicating  the  source  of  over- 

'  Tin-  cliisMlinitiim  of  these  lesions  is  wild  our  present  knowkdgc  unsatisfactory, 

iii ii I  I  ]i<-  i  :i:L:iuT:i1ii>n  nf  vm  riot  is  pliusrs  iu  lurgclv  luLsoii  upon  morphology.  In  Ihe  siv 
ciillcil  Itvijiii-iil  ilvs.'titi'1-v.  however,  tin-  mil  iiri:"i..f'  (Iki  exeitwit  iu  taken  into  the  Hecmiut. 
C.nisiili  I.. i  :l  ~|m,  inl   ,:,i,1y  ,.f  ;,.,■.,!-  nf  ,-olitis  seen  in  New  York  M.tfirM.  Am.  Jour. 
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production  of  nine ns  (Fig.  203).  The  mucous  membrane  may  be  con- 
gested iind  infiltrated  with  serum  and  leucocytes.  Again,  with  conditions 
similar  to  those  just  described,  there  may  be  a  purulent  exudate  in  the 
mucous  membrane.  There  is  a  form  of  catarrhal  colitis  in  which  there 
is  a  more  or  less  extensive  formation  of  new  connective  tissue  between 
thi'  glands  and  in  the  subunicosa.  Finally,  there  may  be  small  or  exten- 
sive ulceration  in  the  involved  areas  of  the  mucosa. 

Acute  Infectious  Colitis  (Tropical  Dysentery)  is  of  frequent  occurrence 
in  warm  countries  and  is  often  epidemic.  In  one  group  of  cases  («)  the 
disease  is  incited  by  protozoa — amtebre  noli ;  while  in  the  other  (6),  bac- 


teria, some  apparently  of  the  colon  bacillus  group,  and  possibly  others, 
are  believed  to  be  the  excitants. 

(a )  Amikbic  Colitis. — This  form  of  colitis  is  incited  by  the  presence 
in  the  wall  of  the  intestiue  of  the  Amoeba  coli. 

The  amrebic  are  found  in  the  gelatinous  masses  which  are  common  in 
the  stools.  They  are  of  rounded  shape,  and,  when  alive,  change  their  po- 
sition and  shoot  out  and  retract  little  projections  (pseudopodia).  Their 
outer  portion  is  composed  of  a  pale  hyaline  or  homogeneous  substance; 
the  inner  contains  vacuoles  aud  is  more  refractive  (see  page  128). 

In  the  colon  the  amcebie  are  found  in  the  connective-tissue  coat  (Fig. 
204)  and  in  the  floors  of  the  ulcers. 

Anuelia  excites  at  first  a  moderate  exudative  ami  productive  inflam- 
mation followed  by  necrosis.  Tints  ulcers  arc  formed.  The  ulcers  may 
he  sirperflcial  or  deep,  sometimes  extending  to  the  peritoneum ;  they  en- 
large by  infiltration  and  necrosis  at  their  edges,  so  that  extensive  de- 
struction of  the  mucous  membrane  may  occur.  The  amoeba  may  lie 
present  in  the  connective  tissue  at  the  base  or  sides  of  the  ulcers.  Sot 
Infrequently,  owing  to  bacterial  infection  from  the  intestinal  contents, 
varying  degrees  of  suppurative  inflammation  may  complicate  the  lesion, 

Necrotic  and  suppurative  processes  may  lie  set  up  in  the  liver  (see 
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the  intestine  between  tbe  ulcers,  with  changes  in  the  mucous  membrane 
and  thickening  of  the  connective -I  issue  and  muscular  coats. 

necrotic  Colitis.-  -There  is  a  form  of  inflammation  of  the  colon  in 
which  considerable  areas  of  the  connective -tissue  coat  become  uecrotic, 
leaving  tbe  glandular  coat  undermined  aud  separated  from  the  muscular 
coat.  In  this  way  large  ulcers  with  overhanging  edges  are  developed 
This  form  of  colitis  is  very  fatal. 

There  is  another  very  fatal  and  obscure  form  of  necrotic  colitis  which 
appears  to  l>e  septic  in  character.     After  death  tbe  inner  surface  of  the 
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iiiid  studded  witli  little  blackish  ureas  in  which  the  blood-ves- 
irgi-d  with  blood.  The  glandular  and  connective -tissue  coats 
itcd  with  pus  cells  and  then'  is  a  superficial  necrosis  (Fig.  2SW). 
s  forms  of  niicm-orgunisnis  have  been  found  in  connection 
urative  ami  necrotic  lesions  of  the  ileum  und  colon;  Strepto- 
ngenes.  Staphylococcus  pyogenes,  1  laci llns  col i  communis,  Un- 
cus, Itacillus  pyogenes,  and  others.     The  significance  of  these 


yet  clear.' 

'  h,*,,iMh.  Z.-its.  f.  Hyjricif 
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Mucous  Colitis  { Membranous  Colitis). — Under  a  variety  of  obscure  con- 
ditions, probably  sometimes  inflammatory  in  character,  shreds  or  sheets 
or  even  cylindrical  casts  of  the  interior  of  the  gut  are  passed  from  the 
bowels.  These  consist  of  dense  mucus  often  mingled  with  degenerated 
epithelium. ' 

Chronic  Colitis.— In  prolonged  inflammation  of  the  colon  marked 
structural  alterations  may  take  place.  The  glandular  coat  may  be  uni- 
formly thickened,  or  thrown  into  the  form  of  polypoid  tumors,  or  atro- 
phied, or  destroyed  by  ulcers  of  various  sizes  aud  shapes  (Fig.  299), 
Small  cysts  may  form  from  the  retention  of  mucus  in  the  follicles.     The 


c  Colitis  with  Extensive  Ulceration  op  the  mccois  Membrane. 
Id  nines  unly  a  few  ragged  islets  of  mucous  membrane  are  left,  the  muscularts  fnrmlntr  Um  bottom  of  the 

connective- tissue  and  muscular  coats  may  lx-  thickened  or  thinned.     Ap- 
parently chronic  colitis  may  follow  any  of  the  forms  of  acute  colitis. 

The  Cecum. 

Catarrhal  Inflammation  of  the  ciecum  is  not  uncommon.  It  is  usually 
produced  by  an  habitual  accumulation  of  faeces  in  this  part  of  the  intes- 
tine. The  course  of  the  inflammation  is  usually  chronic,  but  marked  by 
acute  exacerbations.  At  first  the  mucous  membrane  undergoes  the  or- 
dinary changes  of  chronic  catarrhal  inflammation.  To  this  may  succeed 
a  slow  suppurative  inflammation  which  extends  through  the  wall  of  the 
intestine  and  gives  rise  to  ulcers  and  perforations. 

Through  these  ]>erforations  the  ffcces  may  pass  into  the  peritoneal 
cavity,  or  the  perforations  are  partly  closed  by  adhesions,  and  abscesses 
are  formed,  or  sinuses  into  the  surrounding  soft  parts. 

Chronic  Hyperplastic  Tuberculosis  of  the  Ueo-cssoal  Region  and  Other 
Parts  of  the  Intestine. — Attention  has  recently  l>een  called  to  a  peculiar 
form  of  tuberculous  in  flam  mat  ion  of  the  intestine  which  is  characterized 
by  the  extensive  formation  of  small  spheroidal  -eel  led  and  fibrous  tissue, 
especially  in  the  submucosa  aud  often  involving  the  muscular  wall  and 
the  subserous  layer.     Miliary  tuljerclcs,  cheesy  degeneration,  and  ulcera- 

1  Numermis  olwervalions  have  been  made  mill  a  large  bibliography  hat  been  gath- 
ered on  what  is  called  mtmbrnnwi*  t/ilrriti'  or  rolilir.  for  which  tin-  render  may  consult 
Butler,  New  York  Medical  Journal,  December  2Mb,  1895,  or  Aktrlund,  Arch.  f.  Ver- 
daiiuagskraukheiteii,  IW.  i.,  p.  390.  1896. 
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tion  are  not  usually  conspicuous  features  of  the  lesion.  The  ileo-csecal 
region  is  most  often  involved,  the  rectum  less  frequently,  while  the  lesion 
is  rarely  limited  to  the  ileum.  Both  the  large  and  small  intestine  may  be 
involved  together.  The  new  tissue  may  form  a  circumscribed  annular 
thickening  of  the  wall  of  the  gut,  or  it  may  occur  as  a  distinct  tumor  or 
as  polypoid  projections  of  the  mucous  membrane.  The  intestine  in  the 
vicinity  of  the  involved  portion  may  be  enclosed  in  a  mass  of  fibrous  fat 
tissue.  Owing  to  the  thickening  of  the  wall  of  the  intestine  the  lumen 
may  be  much  narrowed  or  nearly  completely  stenosed.  On  section  of 
the  thickened  areas,  caseous  foci  may  be  revealed ;  ulcerations  may  be 
in  rare  cases  absent ;  more  often  they  are  moderate  or  extensive. 

The  microscopical  examination  shows  that  while  miliary  tubercles  and 
cheesy  degeneration  are  commonly  to  be  detected,  the  new  tissue  consists 
in  the  main  of  collections  of  small  spheroidal  cells  with  more  or  less 
fibrous  stroma  and  occasionally  giant  cells  and  of  moderately  cellular  or 
dense  fibrous  tissue.  The  polyhedral  cells  common  in  tuberculous  inflam- 
mation are  not  as  a  rule  conspicuous.  The  new  tissue  is  usually  most 
abundant  in  the  submucosa.  The  mucosa  may  be  similarly  thickened,  usu- 
ally in  polypoid  form,  or  unchanged ;  it  may  show  simple  catarrhal  altera- 
tions or  may  contain  miliary  tubercles  or  be  ulcerated.  The  muscular 
coatmav  be  also  infiltrated  and  much  thickened  bv  the  new-forined  eel- 
hilar  and  fibrous  tissue  and  there  may  be  muscular  hypertrophy.  The 
associated  lymph-nodes  may  be  involved.  Tubercle  bacilli  are  present 
in  the  lesions,  sometimes  in  enormous  numbers.  The  process  appears  to 
be  sometimes  primary  in  the  intestine;  sometimes  it  occurs  with  or  fol- 
lows tuberculous  lesions  of  the  lungs.  Hyperplastic  tuberculous  lesions 
limited  to  the  cieeum  have  frequently  been  operated  upon  under  the  im- 
pression that  the  process  was  cancerous.  Lartigau  has  suggested  that 
the  peculiarities  of  this  process  may  be  due  to  infection  with  an  attenu- 
ated form  of  the  tubercle  bacillus. 


The  Rectum. 

Besides  inflammatory  changes  similar  to  those  already  described  as  oc- 
curring in  the  colon,  we  sometimes  find  a  suppurative  inflammation  of 
the  connective  tissue  which  surrounds  the  rectum,  either  associated  with 
lesions  of  the  mucous  membrane  or  occurring  by  itself. 

In  adults  the  lower  end  of  the  rectum  is  the  part  of  the  intestine 
which  is  the  most  frequent  seat  of  syphilitic  ulceration.  Most  of  these 
ulcers  seem  to  be  the  result  of  unnatural  coitus,  or  of  infection  from 
specific  sores  of  the  vulva ;  but  some  of  them  seem  to  be  due  to  the  soft- 
ening of  gummy  tumors.  The  gonococcus  is  an  occasional  excitant  of 
inflammation  of  the  rectum. 

Strictures  of  the  rectum  may  be  due  to  tumors,  to  cicatrices  following 
trauma  or  inflammation.1 

1  For  bibliography  of  nnn -malignant  rectal  strictures  see  Peterson,  Jour.  Am.  Med. 
Assn.,  vol.  xxxiv. ,  p.  2551.  1900. 


THE  DIGESTIVE  SYSTEM.  517 


The  Appendix  Vermiformis. 

Inflammation — Appendicitis. — Inflammation  of  the  appendix  may  pre 
sent  various  phases. 

1.  The  mucous  membrane  may  be  the  seat  of  acute  catarrhal  inflamma- 
tion. This  is  of  mild  type  and  short  duration,  with  congestion,  swelling, 
and  an  increased  production  of  mucus ;  or  it  is  of  severer  type,  of  longer 
duration,  and  the  cavity  of  the  appendix  is  distended  by  mucus  and 
pus. 

2.  The  entire  thickness  of  the  wall  of  the  appendix  may  be  the  seat 
of  an  acute  exudative  inflammation.  The  appendix  is  very  much  increased 
in  size,  sometimes  to  the  size  of  a  man's  finger.  This  increase  in  size  is 
due,  not  to  a  dilatation  of  the  cavity  of  the  appendix,  but  to  a  thicken- 
ing of  its  walls.  The  walls  are  congested,  swollen,  infiltrated  with  fibrin 
and  pus,  the  peritoneal  coat  is  covered  with  fibrin.  There  is  neither 
necrosis  nor  perforation.  If  the  appendix  is  behind  the  caecum,  or  if 
adhesions  are  formed  early,  there  is  only  a  localized  peritonitis.  If  the 
appendix  projects  freely  into  the  peritoneal  cavity  and  no  adhesions  are 
formed,  a  general  peritonitis  is  soon  established. 

3.  At  one  or  more  points  in  the  wall  of  the  appendix  there  is  an  exu- 
dative inflammation  icith  necrosis.  In  this  way  small  or  large  portions  of 
the  wall  of  the  appendix  are  destroyed,  large  or  small  perforations  are 
formed,  and  the  contents  of  the  appendix  escape  into  the  abdominal  cav- 
ity. In  these  cases  the  appendix  usually  contains  a  frecal  concretion. 
Such  perforations  are  usually  followed  by  the  collection  of  pus  around 
the  appendix  (Fig.  300).  The  pus  may  extend  from  this  abscess-like 
collection  in  any  direction  and  for  long  distances,  so  that  collections  may 
be  found  deep  in  the  pelvic  cavity,  or  under  the  diaphragm,  or  abscesses 
may  form  at  other  remote  points. 

4.  The  entire  appendix  becomes  gangrenous  within  one  or  two  days, 
with  the  formation  of  an  abscess,  or  general  peritonitis.  This  is  the  most 
fatal  form  of  appendicitis. 

5.  Inflammation  of  the  appendix  may  be  secondary  to  catarrhal  or 
croupous  colitis. 

(>.  In  typhoid  fever  there  may  be  changes  in  the  wall  of  the  appendix 
of  a  character  similar  to  those  in  the  wall  of  the  small  intestine;  that  is, 
hyperplasia  of  the  lymphoid  tissue  with  necrosis. 

7.  There  may  be  a  tuberculous  inflammation  of  the  appendix,  with  the 
formation  of  ulcers. 

As  the  result  of  chronic  inflammation  in  the  appendix  strictures  or 
obliteration  of  its  lumen  may  occur. 

The  lumen  of  the  appendix  frequently  contains  concretions  of  faecal 
material  which  have  often  been  mistaken  for  foreign  bodies.  Foreign 
bodies,  such  as  grape  and  apple  seeds,  and  various  small  objects  which 
have  been  swallowed,  sometimes,  though  rarely,  find  their  way  into  the 
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appendix.1  Both  the  l:ccal  concretions  and  the  foreign  bodies  may  art 
as  important  predisposing  agents  of  inflammation  and  perforation  o€  the 
appendix,  through  pressure,  erosion,  etc, ,  of  tins  mucous  membrane, 
affording  portals  of  entry  bo  various  forms  of  pathogenic  micro  -organisms. 


inllllnitlon  of  Ihr  W 


e  hours  tufi'T  n»i  ->ni|p|^ini-.    Sln>pl'«v« »  was  Njiii 

wuitix;  U.  lyiiiirtiatii    invliili-.  In  me  inunHM  lui'mbran* ; 

;  Ik  Biiwnlm  <>t  tin-  uppemlix ;  IS,  pus  ami  flhrin  oorataf  the  appendix  i 

il  ihe  appMdll  "illl  |HI-. 


The  baeteria  most  commonly  found  associated  with  the  lesions  of  mm. 
appendicitis  and  its  accompanying  peritonitis  are  St  reptoeoceus  pyogenes. 
Staphylococcus  pyogenes,  the  Bacillus  coli  communis,  and  Bacillus 
protens.  * 

TUMORS    OF   THE   INTESTINE.' 

Fibroma  and  Lipoma  may  lie  developed  from  the  submucous  coat  and 
grow  inward,  or  from  the  subserous  coat  and  project  outward  into  the 
peritoneal  cavity. 

Myoma  may  originate  in  the  muscular  coat  and  project  [award,  ob 
struct  ing  the  intestine.     In  the  duodenum  such  tumors  may  obstruct  the 

'For  a  stmlv  of  fori.-ij»ii  bodies  in  uppciulix  see  Viir/ul).  Julius  Ilopkiusi  !Ius\piiii] 
BoBettn,  toL  x,,  p.  85,  is9l). 

1  llndrnpttl,  "Etinlfisj*  of  Appcniiiritis."  New  York  Medical  .Ionni.il,  December 
W*tli.  1S11:!.  Ci.nsiill  ulsii  Ki-htii'trk.  "  I':itliuli>u-v  .if  (In-  Y.miif.iriu  A  |  >|ir-i  nli\  "  I.uin'l.  .n. 
1S93.  Brrrg,  Juiir.  of  Pmli.  and  Bact,.  vol.  ill.,  p.  Iftti.  isii:,  (bibliography).  BMmi, 
Vireh.  Arch,,  Bit.  exxxii.,  p.  66.  For  bacterial  report  see  Is»r,  Reports  "Busi.ni  (in 
Hospital.  Scr.  11.  1900,  p.  178. 

-  r'or  :,  stu.lv  r,r  i-cniLTiiittil  lulu. 'is  nf  (lie  niL-slincs  I'linsiill  Under.  Zii'gltr's  Bei 
trflge  zur  path.  Anal..  Bd.  xix..  p.  391,  1890. 
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common  bile  duct.  Less  frequently  these  tumors  project  outward  into 
the  peritoneal  cavity. 

Polypoid  Growths,  projecting  into  the  cavity  of  the  intestine  and  com- 
posed of  connective  tissue  and  covered  with  epithelium,  are  frequently 
found.  They  are  associated  with  catarrhal  inflammation  or  occur  by 
themselves.  They  are  found  throughout  the  intestinal  tract  and  may  be 
single  or  multiple.  They  grow  from  the  submucous  coat  and  project  in- 
ward. Some  of  them  are  small,  solid  connective-tissue  tumors,  covered 
by  the  mucous  membrane  which  they  have  pushed  inward.  Others  are 
of  the  same  character,  but  of  large  size.  In  others  the  connective  tissue 
is  arranged  in  branching  tufts,  covered  with  cylindrical  epithelium ;  and 
in  these  last  tumors  there  may  also  be  tubules  lined  with  cylindrical 
epithelium,  giving  to  the  growth  the  characters  of  an  adenoma. 

Lymphoma. — Growths  of  tissue  somewhat  resembling  that  of  the  lym- 
phatic tissue  of  the  lymph-nodes  may  originate  in  the  solitary  and  agini- 
uatcd  nodules,  and  in  the  intestinal  wall  in  cases  of  leukemia  and  pseudo- 
leukemia (Fig.  301). 

Similar  growths  are  found  as  independent  lesions  both  in  the  large 
and  .small  intestines.  These  are  irregular,  diffuse  growths  infiltrating 
the  wall  of  Hie  intestine,  the  mesentery,  and  the  neighboring  lymph- 
uodulcs,  and  may  reach  a  considerable  size.  They  often  ulcerate  inter- 
nally and  may  lead  to  dilatation  or  stenosis  of  the  intestine.     The  classifi- 
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tbla  OMt  widely  dlalrlbuwd  a 


cation  of  such  tumors  is  difficult  and  it  is  often  doubtful  whether  they 
should  be  grouped  with  the  sarcoma  or  the  so-called  lymphoma. 

Sarcomata  are  of  occasional  occurrence  in  the  intestine.  They  appear 
to  be  more  frequent  in  the  small  intestine  and  in  the  rectum  than  in  the 
large  intestine.  While  various  structural  types  are  recorded,  the  so- 
called  lympho-sareomata  are  most  common. ' 

Adenomata  are  found  in  the  duodenum  and  colon.     They  form  flat 

1  For  resume  and  bibliography  of  sarcoma  of  small  intent ine  see  Libuinn,  Am.  Jour. 
Mcil.  Sciences,   vol.  cxx.,  i>,  806,"  1900.     For  h  resume  with  bibliography  of  mclano- 
a of  tiie  rectum  nee  Witner,  Zieglers  Britrftge,  Btl.  xxv..  p.  822.  18B9. 
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infiltrations  of  the  wall  of  the  intestine,  or  project  inward  as  polypoid 
tumors.  They  arc  composed  of  tubular  follicles,  like  those  of  the  intes- 
tinal mucous  membrane,  and  of  a  connective- tissue  stroma.  In  some  of 
these  tumors  the  tubules  have  a  regular  shape  and  arrangement ;  there  is 
no  infiltration  of  surrounding  tissue;  the  tumor  is  of  benign  nature.  In 
other  tumors  the  tubules  are  irreg- 
ular in  shape  and  arrangement, 
and  tin.-  growth  infiltrates  the  sur- 
ronnding  parts  (Fig.  302). 
There  is  uo  sharp  dividing  Hue 
between  these  tumors  and  the  car- 
cinomnta. 

Carcinoma  develops  most  often 
in  the  colon  and  the  duodenum. 
The  forms  which  have  been  de- 
scribed in  the  stomach  occur 
also  here,  i.e.:  1.  The  medullary 
forma  with  relatively  little  stroma, 
and  epithelial  cells  either  in  solid 
masses  within  the  alveoli;  or 
maintaining  in  a  measure  the 
gland  type — adeno -carcinoma. 
2.  Fibrous  form  —  scirrhus.  3. 
Gelatinous  forms,  which  are  more 
Epithelioma  often  involves  the  anus 


Til!'  imiivth  has  rit.-i 


common  here  thau  iu  the  stomach, 
and  rectum. 

TrMOHS  of  the  Appendix  are  rare — fibroma,  lipoma,  myoma,  sarcoma, 
endothelioma,  and  carcinoma  are  recorded.1  Several  casesof  primary  car- 
cinoma of  the  appendix  have  been  observed." 


INTESTINAL   CONCRETIONS.     (Enteroliths.) 

There  an-  sometimes  found  iu  the  intestines  round,  oval,  or  irregular 
masses  of  firm  consistence.  They  are  usually  small,  but  may  reach  the 
size  <>f  a  man's  fist.  They  arc'  composed  of  fneeal  matter,  mucus,  bile, 
the  carbonate  and  phosphate  of  lime,  and  triple  phosphate.  They  may 
induce  inflammations,  ulceration,  and  perforation. 

The  a ni mid  puimitrx  of  the  {rust ro- intestinal  canal  have  been  already 
considered  in  another  part  of  this  book.' 

1  Fur  l)ilili«».'rti|)hv  r>f  miners  r.f  the  appendix  sec  Kelly,  Proc.  Path.  Soc.  of  Pliila- 
delplihi.  n.  s..  nil.  iii..  |>    10!). 

■""      '  '  iiiuvt.  tOlil,  vol.  I.,  p.  319. 
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The  Peritoneum. 

Malformations. 

Arrest  in  development  of  the  peritoneum  may  be  manifested  in  fissures  in  the 
mesial  line  or  external  to  it;  in  absence  of  the  diaphragm;  in  fusion  with  the  pleura; 
and  in  incomplete  formation  of  the  mesentery,  the  omentum,  and  the  other  folds  of  the 
peritoneum. 

Excess  of  development  occurs  in  the  shape  of  unusual  length  of  the  mesentery,  the 
omentum,  and  the  other  folds  of  the  peritoneum;  or  of  supernumerary  folds  and 
pouches.  These  are  chiefly  found  in  the  hypogastric,  iliac,  and  inguinal  regions  and 
near  the  fundus  of  the  bladder.  There  may  be  access  to  these  sacs  by  a  well-defined 
fissure  or  ring,  which  is  frequently  surrounded  by  a  tendinous  band  lying  in  the  dupli- 
cate re.     These  may  give  rise  to  internal  incarceration  of  the  intestines. 


ASCITES. 

The  collection  of  transudate  in  the  peritoneal  cavity  may  be  the  re- 
sult of  chronic  venous  congestion,  especially  in  connection  with  obstruc- 
tion of  the  portal  circulation  in  cirrhosis  from  thrombi,  emboli,  etc.,  or 
with  chronic  heart  and  kidney  diseases.  It  is  often  associated  with 
similar  conditions  in  the  pleura  and  pericardium.  Chylous  ascites  may 
result  from  a  rupture  of  the  thoracic  duct  or  from  a  transudation  from 
the  chyle  vessels.1 

INFLAMMATION.    (Peritonitis. ) 

Acute  Peritonitis. — Acute  inflammation  of  the  peritoneum  may  occur 
as  a  primary  process,  but  is  much  more  often  secondary.  In  the  latter 
case  it  may  be  associated  with  wounds  and  contusions  of  the  wall  of  the 
abdomen;  wounds,  ulcers,  new  growths,  incarcerations,  intussuscep- 
tions, ruptures,  perf orations,  and  inflammations  of  the  stomach  and  in- 
testines; inflammation  of  the  vermiform  appendix;  injuries,  ruptures, 
and  inflammations  of  the  uterus,  ovaries,  and  Fallopian  tubes;  rupture 
and  inflammation  of  the  bladder ;  inflammation  of  and  about  the  kidneys; 
abscesses  and  hydatid  cysts  of  the  liver;  inflammation  of  the  gall-bladder 
and  large  bile  ducts;  thrombosis  of  the  portal  vein;  inflammations  of  the 
spleen,  pancreas,  lymphatic  glands,  retroperitoneal  connective  tissue, 
vertebras  ribs,  and  pelvic  bones;  pysemia  and  other  infectious  diseases. 
The  inflammation  is  at  first  either  local  or  general.  A  local  peritonitis 
may  remain  circumscribed,  or  it  may  spread  and  become  general. 

We  may  distinguish  two  anatomical  forms  of  acute  peritonitis. 

1.  Cellular  Peritonitis. — This  form  of  peritonitis  may  be  in- 
duced by  any  irritant  which  does  not  act  too  energetically.  It  can  be 
excited  in  dogs  by  intraperitoneal  injections  of  very  small  quantities 
of  a  solution  of  chloride  of  zinc.     In  the  human  subject  we  find  it  with 

1  For  a  studv  of  milky  fluids  in  serous  cavities  consult  SJiatr,  Jour.  Path  and  Ract., 
vol.  vi.,  p.  889/1900,  bibliography. 
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perityphlitis,  with  circumscribed  abscesses  in  the  peritonea]  cavity,  to 
puerperal  fever,  and  oilier  infectious  diseases  with  early  death. 

At  the  autopsy  the  entire  peritoneum  may  be  congested;  bnt  then 
are  ao  exudates  and  bo  other  Lesions  risible  to  the  naked  eye.  Minute 
examination,  however,  shows  a  very  marked  change  in  the  mesotheliaj 
(endothelial  I  cells.  These  are  increased  in  size  and  number,  and  the 
oew  cells  cost  the  surface  at  the  peritoneum  and  project  outward  in  Ut- 
ile musses  (  Fijj.  HOfl).  Thisf'oini  of  inflammation,  in  inanycascsal  least, 
if  life  lie  prolonged,  ] passes  into  t be  exudative  pbase,  next  to  be  considered. 


2.  Exudative  Pekitoxiti-s. — Tbis  whiofa  is  the  common  form  of 
»Cute  peritonitis  presents  lesions  similar  In  those  whieb  have  been  already 
described  in  pleuritis  and  pericarditis.  Tbns  there  is  a  form  in  whieb 
fibrin  is  she  ebief  exudate  with  bnl  little  serum;  or  the  exudate  LsBero- 
Bbrinous,  or  purulent,  or  hemorrhagic  When  fibrin  is  present,  the  in- 
teetfnal  cuils  may  be  more  or  less  firmlj  adherent  to  the  abdominal  walls 
or  to  Baefa  other.  If  putrefactive  bacteria  be  present,  as  in  peritonitis 
from  perforation  of  the  intestine,  the  exudate  may  I«>  foul. 

In  loeal  Inflammation  of  I  ho  peritoneum  the  position  maj  be  indicated 
by  the  name,  thus  perihepatitis,  perisplenitis,  perityphlitis,  pelvic,  sub- 
phrenic, etc. 
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Acute  exudative  peritonitis  may  terminate  in  recovery  with  absorp- 
tion of  the  exudate,  permanent  connective-tissue  adhesions  and  thicken- 
nings  of  the  peritoneum  often  remaining.  Chronic  peritonitis  may  follow 
the  acute  phase. 

Bacteria  are  the  usual  excitants  of  acute  exudative  peritonitis.  In 
primary  forms  of  peritonitis  the  Streptococcus  and  Staphylococcus  pyo- 
genes are  the  bacteria  most  frequently  present. 

In  secondary  exudative  peritonitis  the  pyogenic  cocci  and  the  colon 
bacillus  have  been  most  frequently  found.  Of  the  other  bacteria  which 
have  been  found  in  the  exudate  we  may  name  the  pneumococcus,  the 
gonococcus, '  B.  pyocyaneus,  B.  proteus,  B.  aerogenes  capsulatus,  B. 
typhosus. 

There  is  abundant  evidence  that  bacteria  can  pass  from  the  intes- 
tinal cavity  through  its  wall  into  the  peritoneum  without  perforation, 
especially  in  regions  where  the  integrity  of  the  tissues  is  impaired  by 
disturbances  in  circulation  and  nutrition  or  in  necrosis,  as  in  strangula- 
tion of  the  gut.8 

Chronic  Peritonitis  may  follow  the  acute  exudative  form  or  may  occur 
independently.  The  lesions  vary.  In  one  group  of  cases  the  peritoneum 
is  beset  with  minute  translucent  nodules,  sometimes  visible,  sometimes 
invisible  to  the  naked  eye.  These  are  apparently  formed  by  a  local  pro- 
liferation of  the  mesothelial  and  connective- tissue  cells.  Associated  with 
this  there  may  be  a  general  irregular  proliferation  of  the  peritoneal  meso- 
t helium.     This  has  been  called  chronic  cellular  peritonitis. 

In  other  cases  there  are  local  or  general  fibrous  adhesions,  sometimes 
firm,  sometimes  loose,  between  the  intestinal  coils  or  between  the  intes- 
tine and  the  abdominal  wall.  In  this  way  sacculated  collections  of  sero- 
fibrinous or  purulent  exudate  may  form  in  the  abdominal  cavity.  Finally 
chronic  peritonitis  may  result  in  a  dense  fibrous  thickening  of  the  peri- 
toneum, either  local  or  widespread. 

In  some  cases  the  parietal  peritoneum  is  principally  involved;  in 
others  the  peritoneum  of  the  stomach,  intestines,  liver,  and  spleen.  The 
thickening  of  the  capsule  of  the  liver  may  be  attended  with  a  diminution 
in  the  size  of  that  viscus.  There  may  or  may  not  be  adhesions;  serous 
or  other  exudate  may  be  present.  Great  distortion  of  the  omentum, 
mesentery,  and  other  abdominal  viscera  may  occur. 

Tuberculous  Peritonitis  may  occur  in  acute  general  miliary  tuberculosis 
or  it  may  be  secondary  to  tuberculous  inflammation  elsewhere,  as  in  the 

1  See  Gushing  on  Gonococcus  peritonitis,  Johns  Hopkins  Hospital  Bulletin,  vol.  x., 
p.  75,  1899. 

4  Consult  for  studies  and  bibliography  of  various  phases  of  peritonitis  Tarel  and 
Lam,  "Peritonitis,"  Mitth.  a.  kl.  u.  med.  Inst.  d.  Schweiz,  1  Reihe,  Heft  1,  p.  1,  1893; 
tMlberxhmidl,  ibid.,  Heft  5,  p.  432;  Flerner,  Philadelphia  Med.  Jour.,  November  12th, 
1898;  Cullen,  Johns  Hopkins  Hospital  Reports,  vol.  iv.,  p.  411, 1895;  Abramatr,  Ziegler's 
Beitr.,  Bd.  xxiii.,  p.  1,  1898;  Buttner,  ibid.,  Bd.  xxv.,  p.  453,  1899. 

For  special  studies  on  the  entrance  of  micro-organisms  into  the  body  from  the 
gastrointestinal  canal  see  Opite,  Zeits.  f.  Hygiene.  Bd.  xxix.,  p.  505,  1898:  Birch- 
lliwhfeld,  Ziegler's  Beitr.,  Bd.  xxiv.,  p.  304,  1898;  Buchbinder,  Deutsche  Zeits.  f.  Chir., 
Bd.  Iv.,  H.  6,  and  7,  1900;  Marcus,  Zeits.  f.  Heilkunde,  Bd.  xx.,  p.  427,  1899;  also 
Wiener  klin.  Woehenschrift,  January  3d,  1901. 
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lungs  or  genito-urinary  organs  or  intestines ;  or  it  may  be  an  independent 
process.  The  process  may  be  local  or  general  in  the  peritoneum.  The 
lesions  may  be  miliary  in  character  or  there  may  be  large  foci  of  new- 
formed  tubercle  tissues  with  considerable  necrosis.  There  may  be  more 
or  less  serous  or  serofibrinous  or  purulent  or  hemorrhagic  exudate. 
Fibrous  adhesions  may  form  between  the  intestinal  coils  and  the  peri- 
toneal walls  with  the  encapsulation  of  exudate.  Ulceration  of  the 
tubercle  tissue  may  occur,  or  it  may  become  dense  and  fibrous  and  is 
then  often  pigmented.  The  tuberculous  inflammation  may  be  limited  to 
the  vicinity  of  tuberculous  ulcers  of  the  intestine.  It  may  involve  the 
omentum,  which  is  converted  into  a  hard,  thick,  dense  mass  at  the  upper 
part  of  the  abdominal  cavity.1 

TUMORS. 

Fibromata  are  developed  from  the  subperitoneal  connective  tissue  and 
project  inward  into  the  peritoneal  cavity.  They  are  found  beneath  the 
parietal  peritoneum  and  that  covering  the  intestines.  Such  tumors  may 
reach  a  very  considerable  size.  Papillary  fibromata  of  the  peritoneum 
(Fig.  304)  may  be  secondary  to  papillary  fibroma  of  the  ovary. 

Lipomata. — Circumscribed  tumors  composed  of  fat  tissue  are  formed 
beneath  the  intestinal  and  parietal  peritoneum  and  in  the  mesentery. 
These  tumors  may  become  changed  into  fibrous  tissue  or  calcified.  Their 
pedicles  may  become  atrophied  so  that  they  are  left  free  in  the  peritoneal 
cavity. 

When  they  grow  beneath  the  parietal  peritoneum  they  may  form  fat 
herniie.  At  the  umbilicus,  in  the  inguinal  canal,  along  the  vas  deferens, 
in  the  crural  ring,  and  in  the  obturator  foramen,  fatty  tumors  may  grow, 
project  outward  under  the  skin  like  herniie,  and,  by  drawing  the  peri- 
toneum after  them  into  a  pouch,  may  open  the  way  for  a  future  intestinal 
hernia. 

Very  large  retroperitoneal  and  perirenal  lipomata  are  of  occasional 
occurrence.* 

Retroperitoneal  sarcomata  are  found  both  in  children  and  adults. 
They  usually  originate  behind  the  peritoneum,  covering  the  posterior 
part  of  the  abdominal  wall,  and  may  grow  between  the  folds  of  the  mes- 
entery. 

They  may  be  of  the  small  spheroidal-celled  type  (lympho -sarcoma) 
or  of  the  fusiform-celled  tvpe.  Thev  are  often  very  vascular.  At  first 
they  grow  slowly  inward,  pushing  forward  the  peritoneum  and  abdominal 
viscera.  After  a  time  they  assume  a  more  noxious  character,  infiltrating 
the  soft   parts  with  which  they  come  in  contact,  and  forming  metastatic 

•For  bibliography  with  reference  to  operative  treatment  see  Bottomley.  Reports 
Boston  (Mlv  Hosp.,  ser.  11.  p.  lis,  lJMXi.  For  a  full  eritieal  summary  of  the  literature 
of  peritonitis  from  iss.*i  to  WOO  see  Ilmum.  Centralbl.  f.  Path..  Hd.  xi'i.,  pp.  1,  65.  1901. 

9  For  bibliography  of  such  tumors  see  AtUtmi,  Montreal  Med.  Jour.,  vol.  xxv.,  pp. 
529,  620.  1S97. 
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tumors  in  the  omentum,  mesentery,  intestinal  wall,  liver,  lungs,  and  in 
other  viscera.' 

Endotheliomata  similar  in  structure  to  those  originating  in  the  pleura 
are  of  occasional  occurrence  in  the  peritoneum.  They  may  form  single 
well -deli  ned  tumors  or  flattened  masses  in  the  thickened  peritoneum. 
Cuboidal  or  polyhedral  cell  masses  often  grouped  along  the  side  of  anas- 


tomosing channels  in  the  new-formed  or  old  connective- tissue  stroma 
sometimes  lend  a  glandular  appearance  to  the  type  of  growth. 

These  tumors  apparently  originate  in  the  true  endothelium  of  the 
subperitoneal  lymph  channels  and  not  in  the  flat  cells  ofteu  called  endo- 
thelial— inesot helium — lining  the  peritoneum. 

Carcinoma  of  the  peritoneum  is  usually  secondary  to  this  disease  in 
adjacent  regions,  stomach,  liver,  uterus,  etc.  Its  structural  characters 
correspond  with  those  of  the  primary  growth.  It  is  apt  to  appear  in 
the  form  of  numerous  larger  and  smaller  whitish  nodules,  sometimes 
local,  sometimes  widely  disseminated  over  the  peritoneal  surfaces.  Such 
tumors,  when  small  and  numerous,  may  readily  tie  mistaken  for  tubercles. 
1  See  for  bibliography  Steele,  Am.  Jtiur.  Med.  -Science,  vol.  cxix.,  p.  811. 
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Gelatinous  Carcinoma  is  not  infrequent  and  sometimes  seems  to  be 
primary  in  the  peritoneum.  But  in  such  cases  the  possibility  of  an  origin 
in  the  mucous  membrane  of  the  colon,  in  which  such  growths  are  com- 
mon, and  the  extension  outward  without  evidence  of  growth  in  the  gut 
is  not  improbable.  Gelatinous  cancer  often  forms  large  masses,  which 
widely  involve  the  peritoneum  and  distend  the  cavity. 

Various  forms  of  tumors  of  the  umbilicus  have  been  described. ' 


CYSTS. 

Cysts  of  the  mesentery  are  of  occasional  occurrence.*  They  may  be 
filled  with  chyle,  with  blood,  or  with  serous  fluid,  or  may  be  due  to  the 
echinoeoccus. 

Multiple  cysts  of  the  omentum  may  form  by  transplantation  of  papillary 
cyst-adenomata  from  the  ovary  (see  Fig.  305). 

Dermoid  cysts  may  be  found  in  the  peritoneal  cavity.  Retroperitoneal 
cvsts  have  been  a  few  times  recorded. 

PABASITES. 

Echinococci  can  be  formed  in  their  regular  way  at  any  part  of  the 
visceral  and  parietal  peritoneum,  or  be  free  in  the  peritoneal  cavity. 
These  cysts  may  be  small,  or  so  large  as  nearly  to  fill  the  abdominal 

cavitv. 

Cysticercus  cellulos©  may  also  be  developed  in  the  subperitoneal  con- 
nective tissue. 


The    Salivary    Glands— The    Parotid,    Submaxillary,    and 

Sublingual. 

INFLAMMATION. 

Acute  Parotitis,  occurring  as  an  epidemic  disease  known  as  mumps, 
is  usually  confined  to  the  parotid  gland  of  one  side;  the  submaxillary  aud 
sublingual  may  Ik*  at  the  same  time  involved.  The  gland  is  swollen  and 
there  is  often  (edema  of  the  mucous  membrane  of  the  mouth  and  pharynx. 
Very  little  is  known  of  the  minute  changes  which  the  gland  undergoes  in 
this  disease. 

Suppurative  Parotitis  occasionally  occurs  as  a  secondary  lesion  in  a 
variety  of  diseases,  as  in  typhoid  and  scarlet  fever,  pyaemia,  pneumonia, 
etc.,  and  by  propagation  of  inflammation  from  the  mouth.  Under  these 
conditions  the  inflammation  is  usually  suppurative  and  frequently  results 
in  abscess  <>r  sloughing.  The  interstitial  tissue  of  the  gland  is  more  or 
less  densely  infiltrated  with  pus  cells,  and  the  parenchyma  cells  may  un- 

1  Srt*  triii/imttfiMit*.  Arch.  gen.  <lc  Med.,  t.  iii.,  p.  52.  1900. 

•  For  lrihlioirniphv  of  cvsts  of  the  mesentery  see  Doted,  Annals  of  Surgery,  vol 
xxxii.,  p.  401.  HKH). 
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dergo  fatty  defeneration  anil  disintegration.  Tin'  inflammation  may  lie 
confined  to  the  gland  or  il  may  spread  In  adjacent  parts,  sometimes 
causing  much  destruction  of  tissue,  anil  may  give  rise  to  inflammation  ol' 
the  brain  or  of  the  inner  ear,  or  even  to  metastatic  pyremic  abscesses  in 


different  parts  of  tlie  bod?.     Healing  may  occur,  with  ihe  formation  of 
salivary  listnhe. 

The  submaxillary  gland  may  1m-  involved  with  the  parotid  in  the  sup- 
purative inflammation.  Acute  suppurative  inflammation  of  the  oniiec- 
l  iM-  I  issue  about  the  submaxillary  gland  is  sometimes  of  scrimis  import. 
Ploughing  and  gangrane  may  occur  ami  are  apt  to  spread  to  adjaceut 
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parts.  Septicemia,  oedema  of  the  glottis,  or  pneumonia  may  complicate 
the  process  ami  cause  death. 

The  sublingual  gland  is  not  often  the  seat  of  inflammation. 

Chronic  inflammation,  leading  to  the  formation  of  dense  interstitial 
tissue,  sometimes  occurs  in  the  salivary  glands.  This  may  occur  by 
itself  or  follow  an  acute  inflammation.  Tuberculous  inflammation  of  the 
parotid  is  not  infrequent.' 

The  Excretory  Suet*  of  the  salivary  glands  may  become  inflamed  from 
the  presence  of  foreign  bodies  or  of  concretions  formed  in  tbem.  They 
may  become  occluded  from,  the  presence  of  calculi  or  as  the  result  of 
inflammation,  and  may  thus  become  widely  diluted  both  in  the  main 
branches  and  in  the  liner  ramifications.     The  dilatation  of  Wharton's 


of  the  Parotid. 


duct  to  form  larger  and  smaller  cysts  containing  salivary  fluid,  sometimes 
gives  rise  to  very  large  and  troublesome  tumors  which  constitute  one  of 
the  forms  of  mm  if  fa.' 


TTJMORS  OF  THE  SALIVARY  GLANDS. 
Fibromata  are  of  occasional  occurrence  in  the  parotid.  Chondromata, 
endotheliomata,  sarcomata  and  flbro-earcomata,  and  myxomata,  or  more  fre- 
quently mixed  1  minus  formed  of  various  combinations  of  these,  are  of 
frequent  occurrence  in  the  parotid  and  of  occasional  occurrence  in  the 
submaxillary  gland.  These  complex  or  mixed  tumors  are  of  more  fre- 
quent occurrence  in  these  glands  than  in  any  oilier  part  of  the  body,  ex- 
cept possibly  the  ovary.  They  are  sometimes  rendered  still  more  com- 
plicated in  structure  by  the  formation  of  cysts,  and  what  has  been 
regarded  usually  as  an  atypical  glandular  growth,  lending  them  an  ade- 
nomatous character  (Fig.  300).  The  more  recent  studies  upon  the  mixed 
tumors  of  the  salivary  glands,  however,  have  led  to  the  belief  that  a 
large  part  of  these  complex  growths  are  endotheliomata,  which  are  espe- 
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'iirrul.  Gns".  rli-s  Hripilaiix.  February  Uth.  ISSfl.  bibliography. 
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daily  prone  in  these  regions  to  undergo  secondary  degenerative  or  meta- 
plastic changes.1  The  parotid  endotheliomata  differ  in  many  respects 
from  those  elsewhere  in  the  body  and  in  ways  which  suggest  an  origin  in 
congenital  malformations. 

Fibro-sarcoma  and  melano-sarcoma  have  been  described. 

A  case  of  rhabdomyoma  of  the  parotid  gland,  with  evidences  of  atypi- 
cal development  of  portions  of  the  gland,  has  been  described.*  Primary 
carcinoma  of  these  glands  is  rare. 


The  Pancreas. 

Malformations  and  Displacements. 

The  pancreas  may  be  entirely  absent  in  acephalous  and  double  monsters.  The 
pancreatic  duct  may  be  double;  it  may  open  into  the  duodenum  at  some  distance  from 
the  biliary  duct,  or  into  the  stomach.  The  head  of  the  pancreas  may  be  unduly  devel- 
oped and  sometimes  even  completely  separated  from  the  rest  of  the  organ,  opening 
into  the  duodenum  with  a  duct  of  its  own.  Occasionally  there  is  a  small  accessory 
pancreas  situated  beneath  the  serosa  of  the  duodenum  or  stomach. 

The  pancreas  is  so  firmly  bound  down  that  its  position  is  not  often  changed.  Some- 
times, however,  it  is  found  pressed  downward  by  tight  lacing,  displaced  by  aneurisms, 
or  contained  in  umbilical  and  diaphragmatic  hernia;. 


ATROPHY,   DEGENERATION,   AND  NECROSIS. 

Atrophy  of  the  pancreas  may  occur  in  old  age  and  as  a  result  of  press- 
ure from  tumors  or  other  adjacent  structures.  Marked  atrophy  of  the 
pancreas  is  found  in  a  certain  proportion  of  cases  of  diabetes  mellitus, 
but  it  is  not  constant. 

Auto-digestion  of  portions  of  the  pancreas,  intra  vitam,  has  been  de- 
scribed, and  may,  it  is  believed,  lead  to  localized  formation  of  fibrous 
tissue  in  the  organ.' 

Albuminous  Degeneration  may  occur  in  acute  infectious  diseases.  The 
organ  may  be  red,  swollen,  and  oedematous.  The  most  marked  minute 
lesions  are  swelling  and  albuminous  degeneration  of  the  gland  epithelium 
with  hyperemia  and  interstitial  oedema. 

Fatty  Degeneration  may  follow  albuminous  degeneration  and  is  most 
common  in  poisoning,  especially  by  phosphorus. 

Fatty  Infiltration,  which  should  be  distinguished  from  fatty  degenera- 
tion, consists  in  the  accumulation  of  fat  in  the  interstitial  tissue  of  the 
gland.  This  may  be  so  excessive  as  to  cause  nearly  entire  destruction  of 
the  gland  structures.  Under  these  conditions  the  outline  of  the  organ 
may  In*  preserved,  the  fat  being  enclosed  by  the  capsule. 

Amyloid  Degeneration. — This  usually  occurs  in  connection  with  similar 

1  Votkwaiin.  Deutsche  Zeits.  f.  Chir..  Bd.  xli.,  p.  61. 

5  Pntfifitn,  **  Rhabdomyoma  of  the  Parotid  Gland."  American  Journal  of  the  Medi- 
cal Sciences,  April.  1883. 

A('hinri,  Prager  med.  Woehenschrift.  vol.  xxv..  No.  14,  1900. 
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degeneration  in  other  organs,  and  is  confined  to  tbe  walls  of  the  blood- 
vessels and  tlie  interstitial  tissue. 

Hyaline  degeneration  involving  and  limited  to  the  islands  of  Lunger- 
bans  has  recently  been  described  by  Opie  in  a  case  of  diabetes  without 
other  marked  lesions  of  the  pancreas.1 

Fat  Necrosis. — This  is  a  peculiar  lesion  of  the  fat  tissue,  most  fre- 
quently seen  about  the  pancreas  or  between  its  lobules,  but  sometimes  in 
fat  tissue  in  other  parts  of  the  body.  White  or  yellowish  nodules,  vary- 
ing from  the  size  of  a  pin's  head  to  that  of  a  pea  or  larger,  are  seen  em- 
bedded in  the  fat,  the  central  portion  being  often  soft  and  griiraons. 
They  are  sometimes  calcified  and  somelimes  surrounded  by  a  counective- 


S&S**a£~ 


tissue  capsule.     Microscopical  examination  shows  necrosis,  degeneration, 
and  disintegration  of  the  fat  tissue  (Fig.  307). 

Fat  necrosis  is  usually  associated  with  lesions  of  the  pancreas — hem- 
orrhagic infiltration,  necrosis,  gangrene,  and  acute  and  chronic  inflamma- 
tory processes.  The  lesion  has  been  shown  to  l>e  due  to  some  sul>stanoe 
in  the  pancreatic  secretion  which  splits  the  fal  molecule  into  fatty  acids, 
which  may  crystallize,  and  soluble  snlistances;  calcification  is  of  later 
occurrence.  Experimental  studies  have  shown  that  fat  necrosis  can  be 
induced  by  such  operative  procedures  as  direct  the  pancreatic  secretion 
into  fat  tissue  either  immediately  about  the  panereas  or  elsewhere.* 


;  0,,i, 
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Hemorrhage  into  the  substance  of  the  pancreas  may  occur  as  the 
result  of  injury;  in  the  luemorrhagic  diathesis;  in  connection  with  val- 
vular diseases  of  the  heart  or  interference  with  the  portal  circulation;  or 
in  connection  with  extensive  fatty  degeneration,  or  with  local  necrosis, 
or  with  fat  necrosis  of  the  organ.  Such  hemorrhages  may  be  minute  or 
extensive.  Several  cases  of  sudden  death  are  recorded  in  which  the  only 
discoverable  lesion  was  an  extensive  haemorrhage  into  the  substance  of 
the  gland  and  the  tissue  about  it.  The  haemorrhage  may  be  moderate 
and  limited  to  the  pancreas,  or  it  may  extend  into  the  subperitoneal  tis- 
sue for  a  considerable  distance. 

Haemorrhage  of  the  pancreas  may  be  associated  with  acute  inflamma- 
tory changes  and  with  more  or  less  extensive  gangrene  of  the  organ. 

INFLAMMATION.    (Pancreatitis. ) 

Hemorrhagic  Pancreatitis. — In  this  form  of  disease  haemorrhage  simi- 
lar to  that  above  described  is  associated  with  suppurative  inflammation 
or  gangrene  or  both.  The  gangrenous  pancreas  may  be  more  or  less  en- 
capsulated ;  it  may  be  surrounded  by  pus  ;  it  has  by  an  opening  through 
the  intestinal  wall  entered  the  gut  and  been  discharged.  Hemorrhagic 
pancreatitis  is  often  associated  with  fat  necrosis. 

The  conditions  leading  to  pancreatic  lnemorrhage  and  hemorrhagic 
pancreatitis  are  not  yet  fully  clear,  but  recent  experimental  studies  of 
Flexner  and  Opie  indicate  that  in  some  cases  at  least  the  presence  of  gas- 
tric juice  or  of  bile  or  other  substances  in  the  pancreatic  duct  may  be  of 
great  significance.  * 

Suppurative  Pancreatitis  is  not  very  common,  and  may  be  primary  or 
due  to  the  extension  of  a  suppurative  inflammation  from  adjacent  or  dis- 
tant parts  of  the  body.  There  may  be  a  diffuse  infiltration  of  the  organ 
with  pus  cells  or  larger  and  smaller  abscesses.  The  abscesses  may  open 
into  the  gastrointestinal  canal  or  into  the  peritoneal  cavity.  The  causes 
of  primary  suppurative  pancreatitis  are  often  most  obscure.  It  may  be 
associated  with  fat  necrosis  and  with  hiemorrhage  and  gangreue  of  the 
pancreas. 

Various  forms  of  bacteria  have  been  found  in  the  necrotic,  luemor- 
rhagic, and  inflammatory  lesions  of  the  pancreas,  but  in  most  cases  the 
significance  of  their  presence  is  not  clear,  since  necrotic  and  hteinor- 
rhagic  foci  may  afford  regions  favorable  to  the  lodgment  and  prolifera- 
tion of  micro-organisms  which  are  secondary  invaders  and  whose  lesions, 
if  such  be  induced,  are  complicating  and  not  primary.* 

1  For  a  studv  of  the  relationships  between  cholelithiasis  and  diseases  of  the  pan- 
creas see  Ojrie.  Amer.  Jour.  Med.  Sci.,  vol.  exxi..  p.  27,  1901. 

For  a  study  of  experimental  pancreatitis  see  FUxner,  University  Medical  Maga 
zine.  vol.  xiii.,  p.  780.  1901. 

*  For  a  detailed  consideration  of  acute  inflammation,  haemorrhage,  gangrene,  and 
fat  necrosis  of  the  pancreas,  with  bibliography,  consult  Fitz,  Middletou  Goldsmith  lee- 
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Chronic  Interstitial  Pancreatitis. — This  lesion  consists  in  an  increase  of 
interstitial  connective  tissue,  which  may  be  general  or  confined  to  some 
particular  portion  of  the  gland.  The  new-formed  tissue  may  be  interlob- 
ular or  interacinar  in  distribution.1 

The  organ  is  sometimes  enlarged,  sometimes  smaller  than  normal.  It 
is  usually  dense  and  hard;  secondary  atrophy  of  the  parenchyma  regu- 
larly occurs.  It  may  be  associated  with  chronic  inflammatory  processes 
in  the  vicinity  of  the  organ,  and  obstruction  of  the  pancreatic  duct. 

Tuberculous  Inflammation. — Larger  and  smaller  tubercles  and  tubercu- 
lous cheesy  nodules  are  occasionally  found  in  the  pancreas  in  connection 
with  acute  general  miliary  tuberculosis  or  with  tuberculous  inflammation 
in  some  other  organ,  particularly  with  that  of  adjacent  lymph-nodes,  the 
lungs,  and  the  intestine. 

Syphilitic  Inflammation. — Chronic  interstitial  pancreatitis  is  frequently 
found  in  congenital  syphilis  of  the  new-born,  and  the  gross  and  micro- 
scopical lesions  are  similar  to  those  above  described.  It  is  not  definitely 
established  whether  or  not  a  similar  lesion  may  be  caused  by  acquired 
syphilis.  Gunnnata  are  very  rare  in  the  pancreas,  but  have  been  de- 
scribed in  congenital  syphilis  in  very  young  children. 


TUMORS. 

Carcinoma  is  the  most  common  and  important  of  the  tumors  of  the 
pancreas.  It  may  be  primary  or  secondary.  Primary  carcinomata  are 
most  frequently  found  in  the  hejul  of  the  organ,  but  may  occur  in  other 
parts.*  The  hard  or  scirrhous  form  is  most  common,  but  occasionally 
soft  and  succulent  and  gelatinous  forms  are  found.  They  are  liable  to 
involve  adjacent  parts  by  continuous  growth,  and  may  form  metastases 
in  the  liver,  adjacent  lymph-nodes,  etc.  Secondary  carcinoma  in  the 
pancreas  may  occur  in  carcinoma  of  the  stomach,  duodenum,  and  of  the 
gall  ducts  and  gall  bladder.  As  a  result  of  carcinoma  of  the  pancreas, 
aside  from  the  extension  of  the  growth,  there  may  be  pressure  on  tin* 
ductus  choledochus,  with  jaundice;  or  on  the  pancreatic  duct,  with 
cystic  dilatation ;  or  pressure  on  the  duodenum,  with  stenosis  of  the  gut ; 
or  pressure  on  the  vena  cava,  or  portal  vein,  or  sii]>erior  mesenteric  vein, 
etc.,  with  disturbances  of  the  circulation. 

Cysts. — These  are  mostly  due  to  dilatation  of  the  pancreatic  ducts. 

1.  The  entire  duct   may  undergo  a  uniform  cylindrical  dilatation. 

ture  on  "Acute  Pancreatitis."  Trans.  Xew  York  Path.  Soc\.  18H9.     For  later  bibliog- 
raphy see  Wiirt/n'/i.  Philadelphia  Medical  Journal,  November  10th.  1898. 

F<>r  a  brief  summary  of  recorded  cases  of  pancreatic  hemorrhage  see  Anderf,  Jour 
nal  American  Med.  Assn.,  1N99.  vol.  ii.,  p.  1391. 

See  for  critical  review  of  studies  on  diseases  of  the  pancreas  in  general,  Klipptl  awl 
Ufa*.  Arch.  gen.  de  Med.,  t.  ii..  p.  74,  1*99.  bibliography. 

'  For  details  of  the  lesions  in  chronic  pancreatitis,  with  a  study  of  changes  in  the 
islands  of  Langerhans,  consult  Opie.  Journal  Experimental  Medicine,  vol.  v..  p.  397. 
1901.  bibliography:  see  also  ////>/..  p.  527. 

"•■  For  recent  bibliography  of  primary  carcinoma  of  the  pancreas  see  Btildicin,  Phila- 
delphia Med.  Journal.  December  22d.  1900.  bibliography. 


THE   DIGESTIVE  SYSTEM.  533 

With  this  cylindrical  dilatation  we  sometimes  find  associated  small  sac- 
culi. 

2.  There  may  be  sacculated  dilatations  at  some  points  in  the  ducts. 
These  dilatations  form  cysts  of  large  size,  as  large  even  as  a  child's  head. 
Their  walls  frequently  undergo  degeneration  and  calcification.  These 
cvsts  often  become  filled  with  blood,  and  mav  then  be  mistaken  for 
aneurisms. 

3.  The  small  branches  of  the  pancreatic  duct  may  be  dilated  so  as  to 
form  a  number  of  small  cysts.  These  cysts  are  filled  with  serum,  mucus, 
pus,  or  a  thick,  cheesy  material. 

Cysts  of  the  pancreas  may  result  from  trauma,  inflammatory  closure 
or  obstruction  of  the  ducts,  from  old  areas  of  necrosis  or  haemorrhage, 
and  in  other  ways.1 

Concretions  of  carbonate  and  phosphate  of  lime  are  frequently  found 
in  the  pancreatic  ducts.  They  are  usually  multiple,  small,  whitish, 
smooth,  or  of  rough  and  irregular  shape.  Sometimes,  however,  they 
reach  a  diameter  of  more  than  an  inch.  They  consist  chiefly  of  calcium 
phosphate  and  carbonate.  Besides  these  free  concretions  the  walls  of 
the  ducts  are  sometimes  encrusted  with  salts  of  lime.  Such  concretions 
may  produce  dilatation  of  the  pancreatic  ducts  and  large  cysts,  or  more 
rarely  abscesses. 

Foreign  Bodies. — Gall  stones  sometimes  find  their  way  into  the  pancre- 
atic duct.  Ascarides  have  been  found  in  the  ducts  in  a  considerable 
number  of  cases. 

1  Consult  Tilger,  "Cysts  of  Pancreas."  Virch.  Arch..  Bd.  exxxvii.,  348,  hibliography; 
also  Fitz,  Trans.  Assn.  Am.  Pliys.,  vol.  xv.,  p.  254.  HKX). 


CHAPTER  VIII. 

THE  LIVER. 

Malformations. 

Congenital  malformations  of  the  liver  are  not  common  and  are  of  little  practical  im- 
portance. The  organ  maybe  entirely  wanting;  the  lobes  maybe  diminished  or  in- 
creased in  number;  its  form  may  be  altered,  so  that  it  is  rounded,  flattened,  triangular, 
or  quadrangular.  The  gall  bladder  or  gall  ducts  may  be  wanting;  the  ductus  choled- 
ochus  may  be  double,  both  ducts  emptying  into  the  duodenum,  or  one  emptying  into 
the  duodenum,  the  other  into  the  stomach.  The  single  ductus  choledochus  may  also 
empty  into  the  stomach.  Owing  to  abnormal  openings  in  the  diaphragm  or  the  alxlomi- 
nal  parietes,  the  liver  may  suffer  displacement  upward  or  forward.  In  congenital 
transposition  of  the  viscera  the  liver  is  found  on  the  left  side,  the  stomach  and  spleen 
on  the  right  side. 

Small,  isolated  bodies,  having  the  same  structure  as  the  liver,  have  been  a  few7  times 
found  in  the  suspensory  ligament  and  in  the  lesser  omentum. 

Acquired  Changes  in  Size  and  Position. 

As  a  result  of  tight  lacing  very  marked  changes  are  sometimes  produced  iu  the 
shape  of  the  liver.  By  the  narrowing  of  the  base  of  the  thorax  the  organ  is  compressed 
from  side  to  side,  and  its  convex  surface  is  pressed  against  the  ribs.  In  consequence 
of  this  there  are  found  ridges  and  furrows  on  its  convex  surface.  In  consequence  also 
of  the  circular  constriction,  a  part  of  the  right,  and  usually  of  the  left  lobe  also,  be- 
comes separated  by  a  depression.  Over  this  depressed  and  thinned  portion  of  the  liver 
the  capsule  is  thick  and  opaque.  In  extreme  cases  the  depression  and  thinning  reach 
such  an  extent  that  there  is  only  a  loose,  ligamentous  connection  between  the  separated 
portion  and  the  liver. 

A  series  of  depressions  are  sometimes  found  on  the  upper  surface  of  the  right  lobe 
of  the  liver,  running  from  front  to  back,  apparently  caused  by  folds  of  the  organ. 

Structural  alterations  in  the  liver  may  induce  changes  in  its  size  and  shape.  It 
mav  be  increased  in  size  by  tumors,  hydatid  cysts,  abscesses,  fatty  and  amvloid  dei*eu- 
eration.  bv  congestion,  and  sometimes  by  cirrhosis,  etc. 

It  may  be  diminished  in  size  by  atrophy,  by  cirrhosis,  by  acute  paienchymatous 
degeneration,  etc. 

Changes  in  the  position  of  the  liver  are  produced  by  alterations  in  its  size,  by  press- 
ure downward  from  the  thoracic  cavity  and  upward  from  the  abdomen,  by  the  con- 
striction of  tight  lacing,  by  tumors  or  circumscribed  serous  exudation  between  the  liver 
and  diaphragm,  by  curvature  of  the  spine. 

The  liver  is  readily  turned,  by  pressure  from  above  or  below,  on  its  transverse  axis. 
The  transverse  colon  may  be  fixed  above  the  liver  so  as  to  push  it  backward,  downward, 
and  to  the  right.  There  are  a  few  cases  recorded  of  dislocated  and  movable  livers. 
These  occurred  in  women  who  had  borne  children  and  whose  abdominal  walls  were  lax- 
With  ascites  it  is  not  uncommon  to  find  the  liver  quite  movable.1 

1  See  (rriilnnn.  "Displacements  of  the  Liver."  Trans.  Assn.  Am.  Phys..  vol.  x.,  p. 
258.  18ir).  bibliography. 
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WOUNDS,   RUPTURE,   AND   HAEMORRHAGE. 

Wounds  of  the  liver  may  induce  haemorrhage,  which,  if  life  continue, 
is  followed  by  inflammation.  Serious  wounds  of  the  liver  are  usually 
fatal,  but  recovery  may  occur  even  after  the  destruction  of  a  consider- 
able portion  of  the  organ. 

Rupture  of  the  liver  may  be  produced  by  severe  direct  contusions  or 
by  falls.  It  may  be  produced  in  children  by  artificial  delivery.  The 
rupture  usually  involves  both  the  capsule  and  a  more  or  less  consider- 
able portion  of  the  liver  tissue.  It  is  commonly  accompanied  by  large 
hemorrhage,  and  is  usually  fatal. 

Hemorrhage. — Extravasations  of  blood  in  the  substance  of  the  liver, 
or  more  frequently  beneath  the  capsule,  may  be  found  in  new-born  chil- 
dren after  tedious  or  forcible  labors.  In  adults,  haemorrhage,  except  as 
the  result  of  injury,  is  uncommon.  Extravasations  of  blood  are  some- 
times seen  in  malignant  malarial  fevers,  especially  in  tropical  climates; 
in  scurvy,  purpura,  and  phosphorus  poisoning;  and  bleeding  may  occur 
in  and  about  soft  tumors,  abscesses,  and  echinococcus  cysts.  It  may 
also  occur  as  a  result  of  thrombosis  of  the  hepatic  vein. 

ANiEMIA  AND  HYPERJEMIA. 

Ansemia  of  the  liver  may  t>e  general  or  partial.  It  may  be  due  to 
general  aniemia  or  to  local  disturbances  of  the  circulation,  such  as  swell- 
ing of  the  cells  in  parenchymatous  or  other  degeneration,  pressure  of 
tumors,  etc.  The  organ  appears  pale,  often  of  slightly  yellowish  or 
brownish  color.     It  may  be  harder  than  usual,  and  smaller. 

Hypersemia  of  the  liver  is  either  an  active  or  a  passive  process.  In 
health  the  amount  of  blood  in  the  liver  varies  at  different  times,  being 
regularly  increased  during  the  processs  of  digestion.  When  the  diges- 
tive process  is  unduly  influenced  by  the  ingestion  of  spirits,  spices,  etc., 
the  hyperemia  assumes  abnormal  proportions,  and  when  this  is  often 
repeated  it  may  lead  to  structural  changes  in  the  organ.  Severe  contu- 
sions over  the  region  of  the  liver  sometimes  cause  a  hypenemia,  which 
may  result  in  suppurative  or  in  productive  inflammation.  In  hot  cli- 
mates and  in  malarious  districts  active  and  chronic  hypenemia  of  the 
liver  are  frequent  and  often  incite  structural  lesions.  In  scurvy,  also, 
the  liver  is  sometimes  congested.  Cessation  and  suppression  cf  the 
menses  and  of  hannorrhoidal  bleeding  may  be  followed  by  hy]>enemia  of 
the  liver.  I:\  all  these  varieties  of  active  congestion  the  liver  is  enlarged, 
of  a  deep  red  color,  and  blood  flows  freely  from  its  cut  surface. 

Passirc  congestion  of  the  liver  is  produced  by  an  obstruction  to  the 
current  of  blood  in  the  hepatic  veins.  Valvular  diseases  of  the  heart, 
emphysema  and  fibrous  induration  of  the  lungs,  large  pleuritic  effusions, 
intrathoracic  tumors,  angular  curvature  of  the  spine,  aortic  aneurisms 
pressing  on  the  vena  cava,  and  constrictions  of  the  vena  cava  and  of  the 
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Iwpatie  vciiw,  may  all  lead  to  a  chronic  hrpenemia  of  the  liver.    Id  snob 
eauwt,  ptiru-c  Ilic  i-oiiKfttlioii  afleets  principally  the  hepatic  reins,  we  find 
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Kin.  W«.    1'iimiNir  CoNUMtTluN  Or  tkk  1,ivkk    "KIT1IKU  LITER." 

TIM-  liter  ii-lln  un>  iHiNi|th<it<ly  ntnuililiii  wept  In  the  pnrlplierlim  ot  (he  lotiules.    The  central  portions 
of  (l»i  li  .in  ili-.  ulilrh  In  (hi-  (ni.li  urum  hit  ilnrker  than  the  peflplMTy  are  lighter  In  Ihe  prewired  specimen 

(nun  ulilrh  I hl»  -iH'iiiin  ii  UN  i  in  Inn-mine  Ihe  liii'iiKWlubln  hm  lieen  dissolved  uul  or  (he  red  blind  cells. 

I  ln>  cciil  iv  of  ciifli  acinus  congested  ami  red  while  its  periphery  is  lighter 
In  cult ir.  This  gives  In  Ihe  liver  a  mottled  or  liutiiiejr  appearance  (mrf- 
Mr/i  lirr-r)  (  l''ig.  .tii.s ).  Tlie  liver  cells  in  the  eenlre  of  each  acinus  are 
l'ivt| ileal ly  colored  h,v  liltli*  granules  of  red  or  lilaek  pigment,  and  the 
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cells  at  the  periphery  become  fatty,  so  that  the  nutmeg  appearance  is  still 
more  pronounced.  A  liver  in  this  condition  is  usually  of  medium  size, 
but  may  be  smaller  or  larger  than  normal. 

When  the  congestion  is  long-continued  the  veins  at  the  centre  of  each 
acinus  may  become  permanently  dilated,  and  the  hepatic  cells  in  their 
meshes  become  atrophied  (Fig.  309),  so  that  the  centre  of  each  acinus 
consists  only  of  dilated  capillaries  or  of  these  and  new  connective  tissue; 
or  the  dilatation  and  atrophy  of  the  liver  cells  may,  in  circumscribed 
portions  of  the  organ,  involve  the  entire  acinus.  In  long-continued 
congestion  the  liver  is  usually  smaller  than  normal,  and  may  be  slightly 
roughened  or  uneven  on  the  surface;  but  it  is  sometimes  enlarged.  The 
peculiar  nutmeg  appearance  may  be  very  well  marked,  or  it  may  not  be 
evident,  the  organ  being  of  a  dark-red  color. 


LESIONS   OF  THE  HEPATIC  VESSELS. 

The  Hepatic  Artery. 

The  hepatic  artery  is  in  rare  cases  the  seat  of  aneurisms  which  may 
attain  a  large  size.  Such  aneurisms  may  displace  the  liver  tissue,  coni- 
prcss  the  bile  ducts  so  as  to  cause  jaundice,  and  may  rupture  into  the 
stomach  or  abdomen. 

Owing  to  its  abundant  anastomoses,  emboli  of  the  branches  of  the 
hepatic  artery  usually  induce  no  marked  lesions,  but  they  sometimes 
result  in  hemorrhagic  infarctions. 

The  Portal  Vein. 

Thrombosis,  Embolism,  and  Inflammation. — Thrombosis  of  the  branches 
of  the  portal  vein  may  be  produced  by  weakening  of  the  circulation  from 
general  debility — maraxmatic  thrombi;  by  pressure  on  the  vessel  from 
without,  as  in  cirrhosis,  tumors,  gall  stones,  dilatation  of  the  bile  ducts, 
etc. ;  by  injury;  by  the  presence  of  foreign  materials  within  the  vessel; 
and  as  a  result  of  inflammation  of  its  wall,  or  of  embolus.  The  throm- 
bus may  form  in  the  vessels  in  the  liver  or  be  propagated  into  them  from 
without.  It  may  partially  or  entirely  occlude  them.  The  clot  may  be- 
come organized  as  a  result  of  endophlebit is,  and  a  permanent  occlusion 
of  the  vessel  ensue.  If  the  clot  be  a  simple,  non -irritating  one,  leading 
to  occlusion,  the  consequences  are  usually  more  marked  in  the  abdomi- 
nal viscera  than  in  the  liver  itself.  The  branches  of  the  hepatic  artery 
form  sufficient  anastomoses  to  nourish  the  liver  tissue  and  prevent  its 
necrosis,  even  in  complete  occlusion  of  the  portal  vein ;  and  if  occlusion 
occur  slowly  the  organ  may  continue  to  perform  its  functions.  But  this 
obliterative  form  of  thrombosis  is  usually  attended  by  ascites,  enlarge- 
ment of  the  spleen,  dilatation  of  the  abdominal  veins,  and  sometimes  by 
lueinorrhage  from  the  stomach  and  intestines. 
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Iii  another  class  of  eases,  in  addition  to  the  local  and  mechanical 
effects  of  a  thrombus,  the  latter  may  be  infectious,  then  there  are  ne- 
crotic changes  and  suppurative  inflammation  in  the  walls  of  the  ves- 
sels or  in  the  liver  tissue  about  them.  The  thrombi  are  apt  to  soften  and 
break  down,  and  the  fragments  may  be  disseminated  through  the  smaller 
trunks  of  the  portal  vein.  In  this  way,  by  the  distribution  through  the 
smaller  vessels  of  a  disintegrated  thrombus  from  a  large  trunk,  or  by  the 
introduction  into  the  branches  of  the  portal  vein  of  purulent  or  septic 
material  from  some  of  the  abdominal  viscera  or  from  wounds,  multiple 
foci  of  purulent  inflammation  in  the  portal  vein,  and  multiple  abscesses 
involving  the  liver  tissue,  may  be  produced.  In  many  cases  the  pres- 
ence of  bacteria  mav  be  detected  in  the  inflammatory  foci. 

These  soft  thrombi  of  the  portal  vein  and  the  accompanying  pyle- 
phlebitis and  abscess  are  induced  in  a  variety  of  ways.  Ulceration  of 
the  intestines  and  stomach,  abscesses  of  the  spleen,  suppurative  inflam- 
mation of  the  mesentery  and  mesenteric  glands,  inflammation  and  ulcer- 
ation of  the  bile  ducts  from  gall  stones,  inflammation  of  the  umbilical 
vein  in  infants,  may  all  induce  thrombi  in  their  respective  veins,  which 
may  Ik?  propagated  to  the  portal  vein  or  may  give  rise  to  purulent  or 
septic  emboli.  Two  cases  are  recorded  in  which  a  fish  bone  in  the  por- 
tal vein  induced  suppurative  inflammation  in  that  vessel. 

Infarct  ion  of  (he  lirer  after  embolism  is  rare  owing  to  the  anastomosis 
between  the  branches  of  the  hepatic  artery  and  the  capillaries  of  the  lob- 
ules. Occasionally  atrophy  of  the  parenchyma  in  circumscribed  ureas 
follows  thrombosis  or  embolism  of  branches  of  the  portal  vein. 

In  infants  inflammation  of  the  umbilical  vein  may  not  only  induce 
inflammation  of  the  portal  vein  and  abscesses  in  the  liver,  but  multiple 
abscesses  in  various  parts  of  the  body,  and  acute  peritonitis  may  follow. 

Rupture  of  the  Portal  Vein,  with  fatty  degeneration  of  its  walls,  has 
occurred  in  a  few  instances. 

Chronic  EndophlebitiB,  with  atheroma  and  calcification,  may  occur  in 
the  walls  of  the  portal  vein,  giving  rise  to  thrombosis. 

Dilatation  of  the  Portal  Vein,  either  uniform  or  varicose,  may  occur  in 
various  parts  of  the  vessel  or  its  branches.  It  may  be  caused  by  destruc- 
tion of  the  liver  capillaries  in  cirrhosis,  or  by  occlusion  of  the  vein  by 
thrombi,  tumors,  etc. 

The  Hkpatic  Vkins. 

The  hepatic  veins  present  lesions  similar  to  those  of  the  portal  vein  and 
its  branches,  but  they  are  much  less  frequent.  The  veins  may  l>e  dilated 
bv  obstruction  to  the  passage  of  venous  blood  into  the  heart.  Thev  mav 
be  the  seat  of  acute  and  chronic  inflammation,  and  soft  thrombi  and  sup- 
purative infiunnuatiou  may  be  produced  by  abscesses  in  the  liver.  Rarely 
there  is  a  localized  obliterating  phlebitis  in  the  hepatic  vein  followed  by 
chronic  congestion,  interstitial  inflammation,  and  thrombosis.1 

1  Consult  for  obliterating  phlebitis  of  the  main  trunks  of  the  hepatic  vein  as  a  cause 
of  death.  1'hinrL  Ziegkr's  Beitr..  IJd.  xxvi.,  p.  1,  1S91),  bibliography. 


THE   LIVER.  539 


ATBOPHY. 

Atrophy  of  the  liver  may  affect  the  entire  organ  or  be  confined  to 
some  part  of  it.  General  atrophy  may  occur  in  old  age  as  a  senile 
change,  or  may  be  induced  by  starvation  or  chronic  exhausting  diseases. 
The  organ  is  diminished  in  size,  is  usually  firm,  and  the  acini  appear 
smaller  than  usual.  Microscopically  the  change  is  i^een  to  be  due  to  a 
diminution  in  size  of  the  liver  cells,  and  hand-in-hand  with  this  there 
ocelli's  frequently  an  accumulation  of  pigment  granules  within  the  atro- 
phied cells.  The  cells  may  entirely  disappear  over  circumscribed  areas, 
leaving  only  shrivelled  blood-vessels  and  connective  tissue;  or,  in  some 
cases,  there  may  be  an  increase  of  connective  tissue  in  connection  with 
the  atrophy  of  the  cells.  When  much  pigment  is  formed  in  the  cells  the 
lesion  is  often  called  pigment  atrophy. 

Essentially  the  same  changes  may  occur  in  circumscribed  portions  of 
the  liver,  as  the  result  of  pressure  from  new  connective  tissue  in  cirrhosis, 
from  1 1111101%  hydatids,  amyloid  degeneration,  gall  stones,  etc.  In  at- 
rophy from  pressure  the  liver  cells  are  apt  to  become  very  much  flat- 
tened and  squeezed  together  as  they  diminish  in  size. 

DEGENERATION. 

Albuminous  Degeneration. —  In  the  infectious  diseases  and  in  certain 
cases  of  acute  aiuemia  and  phosphorus  poisoning — the  liver  is  swollen 
and,  on  section,  of  a  dull  yellowish -gray  color,  looking  a*s  if  it  had  been 
boiled,  it  contains  less  blood  than  usual,  and  the  outlines  of  the  lobules 
are  indistinct.  Microscopical  examination  shows  the  lesion  to  consist  of 
a  swelling  of  the  liver  cells  and  an  accumulation  in  them  of  moderately 
retractile,  finer  and  coarser  albuminous  granules.  These  granules  may 
disappear  and  the  cells  return  to  their  normal  condition,  or  fatty  degen- 
eration may  follow.  Fatty  and  parenchymatous  degenerations  are  often 
associated. 

Focal  necrosis  of  liver  cells  occurs  in  many  acute  infectious  diseases 
(see  page  178). 

Acute  Parenchymatous  Degeneration  (Acute  Yellow  Atrophy). — This  rare 
disease  is  characterized  anatomically  by  a  rapid  diminution  in  the  size 
of  the  liver  sis  the  result  of  a  granular  and  fatty  degeneration  and  disin- 
tegration of  the  liver  cells.  The  liver,  sometimes  within  a  few  days, 
may  l)e  reduced  to  one-half  its  normal  size.  On  opening  the  abdominal 
cavity  the  organ  may  be  found  lying,  concealed  by  the  diaphragm,  close 
against  the  vertebral  column.  The  amount  of  diminution  and  the  gen- 
eral appearance  of  the  affected  organ  depend  to  a  considerable  extent 
upon  its  previous  condition — i.e.,  whether  or  not  it  was  the  seat  of  other 
lesions — ius  well  as  upon  the  degree  of  degenerative  change.  In  general, 
if  the  lesion  is  well  marked,  the  liver  is  small,  flabby — sometimes  almost 
fluctuating — and  the  capsule  wrinkled.     On  section  the  cut  surface  may 
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ing  conditions  in  which  this  occurs,  or  it  may  appear  in  profound  amemia 
and  in  acute  phosphorus  and  arsenic  poisoning. 

Amyloid  Degeneration. — In  the  liver  amyloid  degeneration  may  be 
general  or  local;  so  extensive  as  to  give  the  organ  very  characteristic 
appearances,  or  so  slight  as  to  be  unrecognizable  without  the  aid  of  the 
microscope.     It  may  be  associated  with  other  lesions.     When  the  change 
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is  extensive  and  general  the  liver  is  enlarged  sometimes  to  more  than 
twice  its  normal  size ;  the  edges  are  thickened  and  rounded ;  the  surface 
is  smooth;  the  tissue  tough,  firm,  inelastic,  more  or  less  translucent,  and 
of  a  brownish-yellow  color.  The  lobular  structure  may  be  more  or  less 
indistinct,  or  it  may  become  very  evident  by  au  associated  fatty  degen- 
eration of  the  peripheral  or  central  cells  of  the  lobules.  The  translu- 
cency  and  peculiar  appearance  of  the  tissue  may  l>c  best  seen  by  slicing 
off  a  thin  section  and  holding  it  up  to  the  light.  When  the  lesion  is  less 
considerable  the  livermay  be  of  the  usual  size,  and  may  feel  harder  than 
normal,  and  hero  and  there  a  translucent  mottling  may  be  evident,  or 
the  degeneration  may  be  apparent  only  on  the  addition  of  staining 
agents.  When,  as  is  frequently  the  case,  it  is  associated  with  cirrhosis, 
the  liver  may  be  small  and  nodular,  and  the  appearance  of  the  cut  sur- 
face varies,  depending  upon  the  character  of  the  cirrhotic  change  and 
the  presence  or  absence  of  fat. 

This  degeneration  usually  commences  in  the  walls  of  the  intralobular 
blond- vessels,  causing  them  to  become  thickened  and  translucent  (Fig. 
31*2 1.  Their  In  men  may  be  nearly  or  entirely  occluded.  The  liver  cells 
may  be  squeezed  by  the  thickening  of  the  vessels  and  may  liecome  par- 
tially or  completely  atrophied,  or  they  may  lie  fatty.  Amyloid  degener- 
ation amy  also  involve  the  interlobular  vessels,  and  in  advanced  stages 
larger  and  smaller  ureas  of  liver  tissue  maybe  almost  completely  con- 
vened into  the  dense,  refractile  snlistunee  in  which  here  and  there  flat- 
tened liver  cells  may  be  seen. 
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Amyloid  degeneration  of  the  liver  is  usually  associated  with  a  simi- 
lar lesion  of  other  organs. 

Glycogen  Degeneration.— This  may  occur  in  the  liver  cells  in  diabetes. 

PIGMENTATION  OF  THE  LIVES. 

As  a  result  of  severe  malarial  poisoning  a  variable  amount  of  brown, 
black,  or  reddish  pigment  is  often  found  in  the  blood.  This  is  usually 
mostly  taken  up  by  the  leucocytes  and  deposited  in  various  parts  of  the 
body,  chiefly  in  the  liver,  spleen,  and  marrow  of  the  bones.  In  the  liver 
it  is  usually  found  enclosed  in  variously  sh a jieil  cells  which  lie  es]iecially 
in  the  bloodvessels  (sec  Fig.  313),  but  sometimes  in  the  tissue  between 
them.  The  liver  cells  frequently  contain  bile  pigment,  but  usually  are 
free  front  the  melanotic  pigment  characteristic  of  this  malarial  condition. 
As  tlte  result  of  this  accumulation  of  pigment  the  liver  may  have  a  dark 
reddish- brown,  an  olive-brown,  or  black  color  (sometimes  called  bronze 
liver).  Pigmentation  of  the  liver  mav  be  marked  in  hasmochromatosis 
(see  p.  88). 

Pigment  similar  in  character  to  that  which  occurs  in  the  lungs  from 
the  inhalation  of  coal  dust,  may  be  found  in  the  connective  tissue  along 


the  portal  vessels.  Inhaled  pigment  particles  may  pass  the  lungs  and 
bronchial  lymph-nodes,  and  lie  deposited  in  the  liver  as  it  is  iu  the  spleen 
and  hepatic  lymph-nodes. 

Pigmentation  of  the  liver  cells,  which  is  to  a  certain  extent  norma), 
may  be  greatly  increased  as  a  result  of  atrophy,  of  localized  hu'inorrhagc, 
and  of  obstructive  jaundice. 
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CALCIFICATION. 

This  lesion  of  the  liver  is  rare.     The  deposit  of  lime  may  be  in  the 
vicinity  of  the  arteries  or  the  veins. ' 


INFLAMMATION.    (Hepatitis.) 

Acute  Exudative  Hepatitis  (Purulent  Hepatitis). — Purulent  or  suppura- 
tive inflammation  of  the  liver  may  be  the  result  of  injury;  it  may  be 
secondary  to  inflammation  of  the  gall  ducts  or  the  branches  of  the  portal 
vein.  It  may  occur  as  the  result  of  the  presence  of  tumors  and  parasites, 
or  from  propagation  of  an  inflammatory  process  from  without,  as  in  ulcer 
of  the  stomach  with  adhesions  to  the  liver  and  secondary  involvement  of 
the  latter.  It  is  often  directly  due  to  the  introduction  of  bacteria  into 
the  organ,  through  the  blood-vessels  or  gall  ducts  or  otherwise.  Puru- 
lent inflammation  in  the  liver  almost  always  results  in  abscess. 

Ixtrgc  abHcesHea  of  the  liver  may  be  traumatic,  but  are  often  due  to 
unknown  causes.  They  are  not  infrequently  associated  with  dysentery, 
and  may  then  be  due  to  the  conveyance  of  micro-organisms  through  the 
veins,  or  lymph  channels,  or  peritoneum,  or  gall  ducts  from  the  intestinal 
ulcers.  Such  abscesses  may  be  due  to  the  presence  of  the  amoeba  coli. 
They  occur  most  frequently  in  tropical  climates — hence  the  name  tropical 
abnceHH — but  are  not  very  uncommon  in  the  temperate  zone.  They  are 
usually  single,  but  there  may  be  several  of  them.  They  are  sometimes 
so  large  a*s  to  occupy  a  large  part  of  the  lobe.  They  are  most  frequent 
in  the  right  lobe,  but  may  occur  in  any  part  of  the  organ.  They  tend  to 
enlarge,  and  as  they  do  so  they  approach  the  surface  of  the  liver.  Here 
the  contents  of  the  abscess  may  be  discharged  into  the  peritoneal  cavity. 
More  frequently,  however,  as  they  approach  the  surface,  a  localized 
adhesive  peritonitis  ensues,  so  that  the  liver  becomes  bound  to  adjacent 
parts,  and  thus  the  abscess  may  open  into  the  pleural  cavity,  or,  owing 
to  a  secondary  pleurisy  with  adhesions,  into  the  lung  tissue.  They  may 
open  into  the  pericardium.  They  may  open  externally  through  the  ab- 
dominal wall;  into  the  stomach,  duodenum,  colon,  or  pelvis  01  the  right 
kidney;  into  the  hepatic  veins,  portal  vein,  vena  cava,  or  gall  bladder 
or  gall  ducts. 

The  early  stages  in  the  formation  of  large  abscesses  of  the  liver  are 
but  little  known.  It  is  probable,  however,  that  in  many  eases  they  are 
the  result  of  the  confluence  of  smaller  abscesses  (Fig.  324).  Their  eon- 
tents,  usually  bad-smelling,  may  be  thick  and  yellow  like  ordinary*  pus, 
but  more  commonly  they  are  thin,  reddish-brown,  or  greenish  in  color 
from  admixture  with  the  pus  of  blood,  gall  pigment,  and  broken-down 
liver  tissue.  Microscopical  examination  shows  the  contents  to  consist  of 
fluid  with  pus  cells,  more  or  less  degenerated  blood,  degenerated  liver 

1  Scm'  Brill  and  Lihman%  Jour.  Exp.  Med.,  vol.  iv.,  p.  541. 
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cells,  fragments  of  blood-vessels,  and  pigment  granules  and  crystals. 
The  walls  of  the  abscess  arc  usually  nigged,  shreds  of  necrotic  liver  tissue 
hanging  from  the  sides.  Microscopical  examination  of  Ihe  liver  tissue 
near  the  abscess  shows  infiltration  with  pus,  flattening  of  the  liver  cells 
from  pressure,  cloudy  swelling,  and  necrosis  of  those  lying  along  the 
cavity. ' 

The  amcebic  abscesses  are  usually  free  from  bacteria.  Other  ab- 
scesses may  contain  the  Bacillus  eoli  communis,  or  the.  Streptococcus 
pyogenes  or  Staphylococcus  pyogenes. 

Not  infrequently,  however,  especially  iu  old  abscesses,  examination 


both  morphological  and  cultural  fails  to  reveal  the  presence  of  micro- 
organisms. 

After  the  discharge  of  the  contents  of  the  abscess  or  without  this,  if 
it  be  not  very  large,  granulation  tissue  may  form  in  the  wall  of  the  cav- 
ity and  a  fibrous  capsule  lie  produced,  enclosing  the  contents,  which  be- 
come thickened  and  often  calcareous,  and  iu  Hits  condition  may  remain 
for  a  long  time.  Or  the  connective  -tissue  walls  may  approach  one  an- 
other and  join,  forming  a  fibrous  cicatrix  at  the  seat  of  Ihe  abscess. 

Small  multiple  metastatic  abteexxat  are  not  infrequent  in  pyaemia.  In 
these  al»scesses  we  can  readily  study  the  various  utagcs  of  formation. 
Suppurative  processes  in  any  part  of  the  hotly— in  the  head,  upper  and 
lower  extremities,  <■!<•. — may  act  as  distributing  centres  for  micro- organ- 
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isms. '  These,  entering  the  circulation,  may  pass  the  heart  and  pulmo- 
nary capillaries,  with  or  without  inducing  lesions  in  the  lungs,  and,  lodg- 
ing in  lite  vessels  of  the  liver,  induce  circumscribed  necrosis  «(  the  liver 
tissue  (see  Fig.  4",  page  113)  and  suppurative  inflammation.  Under 
these  conditions  we  may  find  on  a  section  of  the  liver  larger  and  -smaller 
yellowish  or  grayish  spots,  the  larger  of  which  may  be  soft  ami  prwenl 
the  usual  characters  of  abscesses.  The  smaller,  which  may  noi  be  larger 
than  ;i  pili'8  head,  may  present  the  usual  consistence  of  liver  tissue  with 
the  lobular  structure  still  evident;  others  may  be  softer,  more  yellow, 
and  surrounded  by  a  zone  of  hyperamiic  liver  1  issue.  Microscopical  ex- 
amination of  the  earlier  stages  ijfteu  shows  Ihe  blond-vessels  (illed  with 
bacteria,  scattered  and  in  masses.  An  mm  I  these  the  liver  cells  are  found 
in  various  Stages  of  necrosis;  in  many  the  nuclei  do  mil  stain  and  the 
bodies  are  very  granular,  or  the  entire  cell  is  broken  down  into  a  man 
of  detritus.  About  these  necrotic  islets  of  liver  cells  pus  cells  collect 
and  often  form  a  zone  of  dense  infiltration  (Fig.  41,  page  114).  Thus. 
by  the  increase  of  pus  cells  and  the  necrosis  of  liver  lissuc.  small  ab 
scesses  are  formed  whose  contents  are  intermingled  with  greater  "i  \em 
nuniliersof  bacteria  (Fig.  314),  which  seem  to  increase  in  number  as  the 
process  goes  on.      By  the  continence  of  small  abscesses  larger  noes  niu\ 


Fio.  815.— CHBOSic  IvrrRSim, 
<t.  NBW-fonnwl  i'cmnert1»t>  Hubup;  1;  diiubi!  MumI-ycwI* 


i,  however,  before  the  abscesses  attain 


be  formed.      Death  usually 
a  \fV\  large  size. 

Chronic  Interstitial  Hepatitis  (Cirrhosis). — The  most  marked  result  of 

chronic  interstitial  hepatitis  is  the  formation  of  new  connective  tissue  in 

the  liver.     The  character,  amount,  and  distribution  of  the  new  Hume 

vary  greatly  in  different  cases.     Secondarily  there  are  usually  marked 

1  h'ntst  aiul  Paw/nalc,  Zdtsctir.  f.  Hygiene  u.  hifkr.,  Brt.  wi.,  p    1,  |HH4 
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changes  in  the  liver  cells  and  in  the  blood-vessels  and  gall  ducts.  The 
new  tissue  is  most  commonly  formed  and  most  abundant  in  the  periph- 
ery of  the  lobules  along  the  so-called  capsule  of  Glisson,  but  it  may  ex- 
tend into  the  lobules  between  the  liver  cells.  It  may  surround  single 
lobules,  or  more  frequently  larger  and  smaller  groups  of  lobules  (Fig. 


Fio.  318.- -Chronic  Intihstiti.il  Hepatitis-  -Ci him os is. 
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.115).  It  may  occur  in  broad  or  narrow,  irregular  streaks  or  bands. 
It  is  frequently  more  abundant  in  one  part  of  the  liver  than  in  another. 
The  new-formed  tissue  tends  to  contract,  and  thus  compromise  by  press- 
ure the  enclosed  islets  of  liver  tissue,  causing  them  to  project,  in  larger 
and  smaller  nodules,  from  the  surface  of  the  organ.  The  liver  cells  may 
be  flattened  or  atrophied  from  pressure;  or,  from  interference  with  the 
portal  circulation,  they  may  atrophy  or  become  fatty ;  or  they  may  be- 
come colored  with  bile  pigment.  This  form  of  lesion  is  called  atrophic 
cirrhosis. 

The  varied  appearances  which  cirrhotic  livers  present  to  the  naked 
eye  depend  largely  upon  the  amount  and  distribution  of  the  new  con- 
nective tissue  and  upon  the  secondary  changes  iu  the  liver  cells.  The 
surface  may  be  very  rough  and  uneven  from  the  projection  of  larger 
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and  smaller  nodules  of  liver  tissue  (Fig.  316)  or  it  may  be  quite  smooth  ; 
or  the  organ  may  be  greatly  distorted  by  the  contraction  of  bilge  bunds 
or  masses  of  new  connective  tissue.  In  section  through  cirrhotic  livers 
the  new  tissue  may  not  be  visible  to  the  naked  eye,  or  it  may  appear 
as  grayish,  irregular  streaks,  or  bands,  or  patches,  often  sharply  on! 
lined  against  the  dark-red,  or  brown,  or  yellow,  or  greenish-yellow  par- 
enchyma. When,  as  is  often  the  case,  tatty  infiltration  is  associated 
with  atrophic  cirrhosis,  the  liver  may  not  only  not  be  diminished  ID  Bin 
but  may  be  larger  than  normal. 

On  microscopical  examination  the  new  connective  tissue  is  found  in 


some  cases  loose  in  texture  and  containing  many  variously  shaped  cells ; 
or  it  may  l>e  dense  and  contain  comparatively  few  cells;  it  is  usually 
quite,  vascular. 

The  new  connective  tissue'  is  most  abundant  between  the  liver  lobules 
but  it  may  encroach  more  or  less  upon  their  peripheries.  Small  gall 
ducts,  some  of  them  at  least  apparently  new  formed,  are  usually  present 
in  the  connective  tissue  around  the  islets  of  parenchyma  (Fig.  317  i. 
Some  of  these  may  usually  be  found  continuous  with  the  old  duets  or 
gall  capillaries.      Sometimes  rows  of  more  or  less  cuboidal   cells  in  the 

t  in  L'irrliosis  h-i-  Fkxutr, 
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connective  tissue  appear  to  be  liver  cells  which  have  reverted  to  a  sim- 
pler type  (Fig.  318).' 

The  branches  of  the  hepatic  and  portal  veins,  particularly  the  latter, 
often  become  obliterated  by  pressure  from  the  new  connective  tissue  or 
from  chronic  thickening  of  their  walls,  so  as  seriously  to  interfere  with 
the  functions  and  nutrition  of  the  liver  cells.  The  bile  ducts  also  may 
become  obliterated,  or  there  may  be  catarrhal  inflammation,  especially 
of  the  larger  trunks.  The  branches  of  the  hepatic  artery  are  much  less 
liable  to  alterations  than  the  other  vessels.  The  capsule  of  the  liver 
is  usually  thickened,  either  oniformly  or  in  irregular  patches;  or  its  sur- 
face may  be  roughened  by  larger  and 
smaller  papillary  projections.  The 
liver  is  frequently  bound  to  the  dia- 
phragm or  other  adjacent  organs  by 
connective- tissue  adhesions.  Amy- 
loid and  fatty  degeneration  may  be 
associated  with  cirrhosis.  Cirrhotic 
livers  frequently  show  an  unusual 
number  of  leucocytes  iu  the  blood- 
vessels. 

The  obstruction  to  the  portal  cir- 
culation induced  by  cirrhosis  usually 
gives  rise  to  a  number  of  secondary 
lesions,  since  collateral  circulation 
is  rarely  established  iu  sufficient  de- 
gree to  afford  much  relief.  The 
hieiuorrhoidal  and  vesical  veins  may 
be  greatly  enlarged,  and  also  veins 
of  communication  between  Glisson's 
capsule  and  the  diaphragmatic  veins. 

In  rare  cases  a  very  peculiar  dila- 
tation of  the  cutaneous  veins  about 
the  umbilicus  is  observed.  The  en- 
larged veins  form  a  circular  network 

around  the  umbilicus,  or  a  pyramidal  tumor  beside  it,  or  all  the  veins 
of  the  abdominal  wall,  from  the  epigastrium  to  the  inguinal  region, 
are  dilated.  This  condition  is  said  to  be  dependent  upon  the  congeni- 
tal non-closure  and  subsequent  dilatation  of  the  umbilical  vein  and  its 
anastomoses  with  the  internal  mammary,  epigastric,  and  cutaneous  veins. 
According  to  Sappey,  it  is  not  the  umbilical  vein  which  is  dilated,  but  a 
vein  which  accompanies  the  ligamentum  teres. 

There  is  very  frequently  also  a  dilatation  of  the  veins  of  the  abdomi- 
nal wall,  which  has  a  different  origin.  It  is  produced  by  the  pressure  of 
the  fluid  of  ascites  on  the  vena  cava,  and  is  found  with  ascites  from  any 
cause  and  with  abdominal  tumors. 

1  For  n  study  of  cell  regeneration,  reversion,  etc.,  set;  Adami,  A.  Jactibi'9  Festschrift, 
1900,  p.  in. 
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The  section  itowi  the  projection  lulo  the  new 

of  eell  muses  resembling  gall-tlim  epithelium. 
Till j  mil j  be  interpreted  as  an  example  of  rever- 
sion of  the  differentiated  liver  cells  to  a  simpler 
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Ascites  is  the  most  common  secondary  lesion  of  atrophic  cirrhosis. 
It  usually  begins  at  an  early  stage  of  the  disease,  and  is  apt  to  increase 
constantly.  It  generally  precedes  oedema  of  the  feet,  but  both  may  ap- 
pear at  the  same  time.  This  fluid  is  of  a  clear  yellow  or  brown,  green 
or  red ;  it  is  sometimes  mixed  with  shreds  of  fibrin,  and  more  rarely 
with  blood.  The  peritoneum  remains  normal,  or  becomes  opaque  and 
thick,  or  there  may  be  adhesions  between  the  viscera. 

The  spleen  is  very  frequently  enlarged,  and  the  enlargement  may  be 
considerable.  When  it  is  not  increased  in  size  this  seems  usually  due 
to  previous  atrophy  of  the  organ,  or  to  fibrous  thickening  of  its  capsule, 
or  to  haemorrhages  from  the  stomach  and  bowels  occurring  just  before 
death. 

The  stomach  and  intestines  are  often  secondarily  affected  by  the  ob- 
struction to  the  portal  circulation.  Profuse  haemorrhage  from  the  stom- 
ach and  intestines  may  occur  and  sometimes  cause  sudden  death.  The 
mucous  membrane  is  then  found  pale,  or  congested,  or  with  hsemor- 
rhagic  erosions.  The  haemorrhage  not  infrequently  results  from  rupture 
of  oesophageal  varices  which  are  present,  especially  in  the  lower  portion, 
in  a  noteworthy  proportion  of  cases  of  atrophic  cirrhosis.1  Sometimes 
the  blood  is  infiltrated  in  the  coats  of  the  stomach  and  intestines. 

The  mucous  membrane  of  the  stomach,  and  of  the  entire  length  of  the 
intestines,  is  frequently  the  seat  of  chronic  catarrhal  inflammation,  and 
is  sometimes  uniformly  and  intensely  congested  and  coated  with  mucus. 
In  other  cases  both  the  mucous  and  muscular  coats  are  pale,  but  very 
markedly  thickened. 

Cirrhosis  of  the  liver  is  not  infrequently  accompanied  by  chronic  dif- 
fuse nephritis. 

Hypertrophic  Cirrhosis. — There  is  a  form  of  interstitial  hepatitis  in 
which  the  growth  of  new  tissue  occurs  not  only  between  the  lobules  but 
extends  into  the  lobule  between  the  liver  cells  (Fig.  319).  Under  these 
conditions  even  in  advanced  forms  of  the  lesion  the  liver  may  be  en- 
larged, the  surface  maybe  smooth  or  slightly  roughened,  the  parenchyma 
is  often  bile-stained.  This  form  of  interstitial  hepatitis  is  called  hyper- 
trophic cirrhosis.  There  is  a  form  of  interstitial  hepatitis,  usually  of  the 
hypertrophic  type,  in  which  the  growth  of  connective  tissue  is  most 
marked  in  the  vicinity  of  the  smaller  bile  ducts.  This  often  occurs  in 
connection  with  obstruction  of  the  bile  ducts  and  the  lesion  is  called  bili- 
ary cirrhosis.  In  u biliary  cirrhosis"  marked  jaundice  is  said  to  be  com- 
mon while  ascites  is  moderate  or  absent.  In  certain  cases  there  is  a 
marked  difference  in  the  gross  and  microscopic  appearance  in  atrophic 
and  hype  it  rophic  cirrhosis,  but  intermediate  tonus  occur.  The  difference 
in  the  conditions  which  lead  to  these  two  forms  of  cirrhosis  of  the  liver, 
the  atrophic  and  the  hypertrophic,  is  not  yet  elear,  and  the  distinctions 
which  have  been  made  between  them,  in  part  clinical,  in  part  morpho- 
logical, are  often  unsatisfactory. 

1  For  a  critical  summary  of  gastrointestinal  lnemorrhaire  in  cirrhosis  with  bibliog- 
raphy sec  Pi'ihtf.  Am.  Jour.  Med."  Sciences,  vol.  exix.,  p.  263,  1900. 
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The  causes  of  cirrhosis  are  imperfectly  understood.  It  is  a  disease 
of  adtilt  life,  but  exceptionally  occurs  in  children.  Congenital  cirrhosis 
with  obliteration  of  the  bile  duct  is  of  occasional  occurrence. '  In 
adults  it  seems  in  many  cases  to  be  directly  dependent  upon  the  contin- 
ued ingestion  of  large  quantities  of  strong  alcoholic  liquors.  It  very 
rarely  occurs  as  a  result  of  beer  drinking.  There  are  many  cases  of  cir- 
rhosis for  which  no  cause  can  be  discovered.1  It  is  probable  that  in  cer- 
tain eases  at  least  a  degeneration  of  circumscribed  areas  of  liver  paren- 
chyma precedes  and  probably  determines  the  new  formation  of  connective 
tissue ;  the  lesion  would  then  he  more  properly  considered  a  replace- 
ment hyperplasia  than  as  strictly  inflammatory.' 

Welch '  has  described  the  occurrence  of  small  circumscribed  areas  of 

'  "       mi  *  '     a    t  '■»" 
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no.  .119. — Hypertrophic  Cirrhosis  or  the  Liver. 
Showing  formation  of  connective  tissue  between  lire  liver  celts. 

fibrous  tissue  in  the  liver,  replacing  liver  cells  aud  containing  coal  pig- 
ment.    This  rare  lesion  he  has  called  cirrhosis  kepatia  anlhracofica. 

Syphilitic  Hepatitis. — Chronic  interstitial  inflammation  of  the  liver 
very  frequently  results  from  syphilitic  infection,  either  congenitally  or 
in  the  later  stages  of  the  acquired  form.  It  may  occur  in  a  diffuse  man- 
ner, new  connective  tissue  being  formed  either  between  the  lobnles,  or 
within  them  between  the  rows  of  liver  cells.  The  new  tissue  may  be 
rich  iu  cells,  or  dense  and  firm.  This  form  is  frequently  seen  iu  chil- 
dren, aud  cannot  be  distinguished,  either  niacroscopieally  or  micro- 
scopically, from  similar  forms  of  interstitial  hepatitis  from  other  causes. 

'Sec  RoUtrton  and  Hague,  Brit  {ah  Med.  Jour..  1901,  vol.  i..  p.  758,  bibliography. 

*  For  a  study  of  experimental  cirrhosis  of  the  liver  see  r.  Hevkelom,  Ziegler's  Beitr., 
Btl.  xx..  p.  221.  1898,  bibliography. 

1  For  a  study  of  the  germicidal  capacities  of  the  liver  and  the  possible  relationship 
of  Intent  or  su  1 1  infection  to  cirrhosis  see  Adamt,  Jour.,  Am.  Med.  Asso.,  Dec.  18th  und 
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In  other  cases,  particularly  in  children,  there  may  be  numerous 
small  gummata  (so-called  miliary  gummata)  (Fig.  125,  page  234)  sca*- 
tered  through  the  liver,  together  with  more  or  less  new  connective  tis- 
sue. In  adults  gummata  are  usually  larger,  varying  in  size  from  thai  .if 
a  pea  to  a  hen's  egg,  and  may  be  surrounded  by  larger  and  smaller  irtvg- 
ular  zones  of  ordinary  connective  tissue  ( Fig.  820).  In  still  other  cases 
in  adults  there  are  larger  and  smaller  dense,  irregular  bands  or  HMM 
of  connective  tissue  running  through  the  liver,  drawing  in  the  eapsda 
and  often  causing  great  deformity  of  (he  organ.  These  bands  and  masses 
of  new  tissue  may  or  may  not  enclose  guininata,  either  large  or  small. 


FlO.  »*.— fiCMMA  OF  LtVKR. 


These  deforming  cicatrices,  cither  with  or  without  giinimata,  arp  very 
characteristic  of  syphilitic  inflammation  of  the  liver. 

This,  like  the  simple  interstitial  inflammation  of  the  liver,  may  l»' 
associated  with  fatty  and  waxy  degeneration,  and  with  atrophy  of  the 
parenchyma  from  pressure. 

Tuberculous  Hepatitis. — This  lesion,  which  is  usually  secondary  to 
tuberculous  inflammation  in  some  other  part  of  the  body,  or  a  part  of 
acute  general  miliary  tuberculosis,  is  most  frequently  characterized  by 
the  formation  of  larger  and  smaller  miliary  tubercles,  which  may  In- 
cither  within  or  between  the  liver  lobules  or  in  the  walls  of  the  btts 
ducts.  Many  of  the  tubercles  are  too  small  to  be  seen  with  the  naked 
eye;  Others  may  l>e  just  visible  as  grayish  points;  still  others  may 
l>e  from  1  to  3  mm.  in  diameter,  with  distinct  yellowish -white  cen- 
tres. Microscopical  examination  shows  considerable  variation  in  the 
structure  of  the  tubercles  in  different  cases,  as  well  as  in  the  same  liver. 
Some  of  them,  usually  the  smaller  ones,  consist  simply  of  more  or  leas 
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circumscribed  collections  of  small  spheroidal  cells,  which  are  not  mor- 
phologically distinguishable,  so  far  as  the  form  and  arrangement  of  the 
cells  are  concerned,  from  simple  inflammatory  foci,  or  from  the  diffuse 
masses  of  lymphatic  tissue  which  occur  normally  in  the  liver. 

In  other  forms  we  find  a  well-marked  reticulum  with  larger  and 
smaller  spheroidal  and  polyhedral  cells,  with  or  without  giant  cells.  In 
still  other  forms  there  is  more  or  less  extensive  cheesy  degeneration. 
The  larger  forms  are  conglomerate,  being  composed  of  several  tubercle 
granula  joined  together  to  form  a  single  nodular  mass.  The  liver  cells 
at  the  seat  of  the  tubercle  are  destroyed,  and  the  interstitial  tissue  and 
blood-vessels  are  either  destroyed  or  merged  into  the  tubercle  tissue.  In 
the  periphery  of  the  tubercles  the  liver  cells  may  be  in  a  condition  of 
coagulation  necrosis,  and  the  tissue  round  about  may  be  infiltrated  with 
small  spheroidal  cells.  There  is  in  some  cases  a  new  formation  of  gall 
ducts  or  of  structures  which  resemble  these,  and  which  in  transverse  sec- 
tions resemble  giant  ceils.  Tubercle  bacilli,  frequently  in  small  numbers, 
but  often  in  great  abundance,  may  be  found  within  the  tubercles. 

Tuberculosis  of  the  liver  may  be  associated  with  cirrhosis,  or  waxy 
and  fatty  degeneration. 

Much  more  rarely  than  the  above  form  there  are  found  in  the  liver 
more  or  less  numerous  scattered  tuberculous  masses  from  the  size  of  a  pea 
to  that  of  a  walnut  or  larger,  with  cheesy  centres  and  usually  a  new 
growth  of  connective  tissue  in  the  periphery.  These  so-called  solitary 
tubercles  of  the  liver  may  be  softened  at  the  centres.  Tuberculous  inflam- 
mation of  the  gall  ducts  may  give  rise  to  numerous  scattered,  cheesy 
nodules,  as  large  as  a  pea  or  larger,  which  may  be  softened  at  the  centre 
and  stained  yellow  with  bile.  Small  cavities  may  thus  be  formed.1 
This  lesion  is  rare  and  seems  to  be  more  frequent  in  children  than  in 
adults. 

Perihepatitis. — Acute  exudative  inflammation  of  the  serous  covering  of 
the  liver,  with  the  formation  of  fibrin,  may  occur  as  a  part  of  acute  gen- 
eral or  localized  peritonitis,  or  over  the  surface  of  abscesses,  tumors, 
hydatids,  etc.,  of  the  organ,  when  these  lie  near  or  approach  the  surface; 
or  it  may  be  secondary  to  acute  pleurisy. 

Chronic  perihepatitis ,  resulting  in  the  thickening  of  and  formation  of 
new  connective  tissue  in  and  beneath  the  capsule  of  the  liver,  may  be 
secondary  to  an  acute  inflammation  of  the  capsule,  or  it  may  be  chronic 
from  the  beginning  and  associated  with  chronic  pleurisy,  chronic  peri- 
tonitis, and  cirrhosis.  In  this  way  more  or  less  extensive  adhesions  of 
the  liver  to  adjacent  structures  may  be  formed ;  or,  by  contraction  of  the 
new- formed  connective  tissue,  considerable  deformity  of  the  liver  may 
be  produced.  The  capsule  is  sometimes  uniformly  thickened,  sometimes 
the  new  tissue  occurs  in  more  or  less  sharply  circumscribed  patches.  The 
surface  is  sometimes  roughened  from  little,  irregular  projecting  masses 
of  connective  tissue.     Microscopically  the  new-formed  tissue  is  usually 

1  See  for  a  study  of  tuberculous  cavities  in  the  liver,  Flttcher,  Journal  of  Pathology 
and  Bacteriology,  vol  vi.,  p.  147,  1900,  bibl. 
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dense  and  firm,  but  it  may  be  loose  in  texture  and  contain  many  cells. 
Not  infrequently  bands  or  masses  of  connective  tissue  run  inward  from 
the  thickened  capsule  between  the  superficial  lobules,  causing  localized 
atrophy  of  the  parenchyma. 


HYPERPLASIA  OF  LYMPHATIC  TISSUE  £S   THE  LIVER. 

In  some  forms  of  leukaemia  and  pseudo-leukseniia  the  liver  is  not  in- 
frequently enlarged  and  soft  and  besprinkled  with  small  white  spots,  or 
streaked  with  narrow  whitish,  irregular  bands,  or  it  may  be  of  a  diffuse 
grayish  color.  Microscopical  examination  shows  this  change  to  be  due 
to  an  accumulation  of  cells  resembling  leucocytes,  either  along  the  portal 
vein,  or  diffusely  through  the  liver  tissue,  or  in  small  circumscribed 
masses.  The  amount  of  accumulation  of  these  small  cells  varies  much, 
but  is  sometimes  so  great  as  seriously  to  compromise  the  liver  cells.  The 
origin  of  these  new  cells  is  not  yet  definitely  known.  They  may  be,  and 
doubtless  in  part  are,  brought  to  the  organ  through  the  portal  vein ;  but 
they  may,  in  part-  at  least,  be  formed  in  the  liver  itself,  possibly  from 
the  capillary  endothelium. 

In  typhoid  fever,  smallpox,  scarlatina,  diphtheria,  and  measles  small 
circumscribed  masses  of  spheroidal  cells  are  sometimes  found  in  the 
liver.  These  nodules  differ  in  character,  some  are  due  to  focal  necroses, 
such  as  occur  in  various  toxaemias  with  a  later  multiplication  of  cells  or 
invasion  of  leucocytes.  In  some,  as  in  typhoid  fever,  there  is  necrosis 
with  proliferation  of  endothelium  (see  page  209).  Finally  some  of  the 
small  masses  of  spheroidal  cells  encountered  in  the  liver  in  infectious 
diseases  are  doubtless  hyperplastic  lymph -nodules.1 


TUMORS   OF  THE  LIVER. 

Tumors  of  the  liver  maybe  primary  or  secondary;  the  latter  are  most 
common. 

Cavernous  Angiomata. — These  tumors,  usually  small,  are  most  common 
in  elderly  persons  and  are  of  no  practical  significance.  They  may  l>e 
situated  at  the  surface  or  embedded  in  the  organ,  and  are  of  a  dark-red 
color;  sometimes  sharply  circumscribed  by  a  connective-tissue  capsule, 
sometimes  merging  imperceptibly  into  the  adjacent  liver  tissue.  Micro- 
scopically they  consist  of  a  congeries  of  irregular  cavities  (Fig.  169,  page 
ttO.S)  filled  with  blood  and  frequently  communicating  freely  with  one 
another.  The  walls  of  the  cavities  consist  of  connective  tissue,  often 
containing  small  blood-vessels,  and  are  sometimes  thick,  sometimes  thin. 
They  are  believed  to  be  formed  by  dilatation  of  the  liver  capillaries,  with 
subsequent  thickening  of  their  walls  and  atrophy  of  the  adjacent  liver 
cells. 

''  For  rhanires  in  the  blood  in  diseases  of  the  liver  consult  Etcimfs  "Clinical  Rithol- 
oirv  of  the  Blood." 
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Small  fibromata  and  iipomata  have  been  described,  also  fibronenromata 
of  the  sympathetic. 

Adenomata  of  the  liver  are  of  not  infrequent  occurrence.  They  are 
sometimes  small  and  circumscribed,  sometimes  very  large  and  multiple. 
They  present  two  tolerably  distinct  types  of  structure.  In  one  form  the 
tissue  presents  essentially  the  same  structure  as  normal  liver  tissue,  ex- 
cept that  the  arrangement  of  the  cells  is  less  uniform  and  the  cells  are 
apt  to  be  larger.  They  look  like  little  islets  of  liver  tissue,  sometimes 
encapsulated  and  sometimes  not,  lying  in  the  liver  parenchyma.  In  the 
other  form  the  cells  are  less  like  liver  cells,  are  frequently  cylindrical, 
and  are  arranged  in  the  form  of  irregular  masses  of  tubular  structures 
with  more  or  less  well-defined  lumina.  These  tumors  are  sometimes 
large  and  multiple,  and  in  one  case  described  by  Greenfield  there  were 
metastatic  tumors  in  the  lungs.  These  tubular  adenomata  are  in  some 
cases  so  closely  similar  to  some  of  the  carcinomata  as  to  be  scarcely  dis- 
tinguishable from  them,  and  seem,  indeed,  to  merge  into  them.1 

Aberrant  nodules  of  adrenal  tissue  have  been  found  in  the  liver  and 
may  be  mistaken  for  adenomata.     Cysts  may  develop  in  adenomata.* 

Carcinomata  are  the  most  common  and  important  of  the  liver  tumors, 
and  may  be  primary  and  secondary.  Primary  carcinomata  of  the  liver  are 
probably  developed  from  the  epithelium  of  the  gall  ducts,  and  in  some 
cases  are  arranged  along  the  larger  trunks.  The  cells  are  usually  poly- 
hedral, sometimes  cylindrical,  and  maybe  arranged  irregularly  in  alveoli 
or  form  more  or  less  well-defined  tubular  structures. 

Secondary  carcinoma  of  the  liver,  which  is  by  far  the  most  common,  is 
usually  due  to  the  dissemination  in  the  organ  of  tumor  cells  from  carci- 
nomata of  the  stomach,  intestines,  pancreas,  or  gall  bladder.  But  it 
may  be  the  result  of  metastases  from  the  mamma,  oesophagus,  uterus, 
and  various  other  parts  of  the  body.  In  secondary  carcinoma  the  cells 
resemble  more  or  less  closely  the  type  of  those  forming  the  primary  tumor. 

The  form  in  which  the  carcinoma  in  the  liver  occurs  varies  consider- 
ably. Sometimes  the  tumors  are  single,  but  more  often  multiple  (Fig. 
321) ;  they  may  be  very  large,  or  so  small  as  to  be  scarcely  visible  to  the 
naked  eye;  very  frequently  numerous  small  nodules  are  grouped  in  the 
periphery  of  a  larger  one.  They  are  sometimes  deeply  embedded  in  the 
liver,  sometimes  they  project  from  the  surface.  The  liver  is  frequently 
and  sometimes  enormously  enlarged.  The  nodules  are  usually  whitish  or 
yellowish  or  pink  in  color  or  bile -stained,  and  they  are  often  the  seat  of 
haemorrhages,  and  may  become  softened  at  the  centre,  forming  cysts  filled 
with  degenerated  tumor  tissue  often  mixed  with  blood.  The  nodules  are 
sometimes  hard,  sometimes  soft  and  almost  diffluent.  Fatty  degenera- 
tion in  the  tumor  is  frequent,  and  may  be  recognized  by  yellowish  streaks 
or  patches  on  the  sections.     Owing  to  the  degeneration  and  partial  absorp- 

1  Sokobtff  has  described  an  adeno-carcinoma  of  the  liver  with  ciliated  cells,  Virchow's 
Arch..  Bd.  clxii.,  p.  1.  bibliography  of  allied  tumors. 

*  See  for  cyst  formation  in  the  liver  Dmochowtki  and  JanotcM,  Ziegler's  Beitr.  z. 
path.  Anat.,  Bd.  xvi.,  p.  102. 
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tion  of  the  central  portions  of  the  tumors,  the  nodules  on  the  surface  of 
the  liver  frequently  present  a  shallow  depression  at  the  centre.  The 
tumors  may  be  sharply  outlined  against  the  adjacent  liver  tissue,  or  may 
merge  imperceptibly  into  it.  They  may  be  so  large  or  numerous  as  to 
occupy  the  greater  part  of  the  enlarged  organ.  The  neighboring  liver 
cells  may  be  flattened  and  atrophic.  The  tumors  may  press  upon  the 
portal  vein  or  its  branches,  or  upon  the  gall  ducts,  and  thus  seriously 
iuterfere  with  the  functions  of  the  organ.  Sometimes,  however,  the 
tumors  are  very  large  and  numerous  without  apparent  interference  with 
the  function  of  the  liver.  Melanotic  carcinomata  sometimes  occur  in  the 
liver,  most  frequently  as  secondary  tumors. 

In  -some  cases,  instead  of  forming  separate,  distinct  nodules,  the  can- 
cerous growth  develops  in  the  form  of  a  diffuse  infiltration  of  the  organ, 
so  that  the  often  greatly  enlai'ged  liver  is  irregularly  mottled  with  white 
and  reddish -brown  masses,  and  may  then  somewhat  resemble  some  forms 
of  chronic  interstitial  hepatitis. 

Sarcomata. — Spindle-celled,  melanotic,  and  telangiectatic  sarcomata 
may  occur  in  the  liver  as  secondary  tumors.'  Secondary  myxomata  and 
chondromata  have  also  been  described,  but  they  are  very  rare.  Angiosar- 
coma may  occur  as  a  primary  tumor.1 

Cavernous  lymphangiomata  have  been  described  in  a  few  cases.  Cysts, 
usually  of  small  size,  may  be  formed  by  dilatation  of  the  bile  ducts.     They 


may  be  multiple  mid  contain  serum,  mucus,  and  degenerated  epithelium. 
Single  cysts,  apparently  unconnected  with  the  gall  ducts,  are  occasional  ly 
fuunil  in  the  connective  tissue  of  the  liver.  They  may  be  lined  with 
ciliated  epithelium. 

The  liver  is  sometimes  the  se:it  of  larger  and  smaller  multiple  cytta, 

'  St-i-  11.1,1-hk  «,..!  Hrrriek:  Tnuis.  Assn.  Am.  I'll  vs.,  vol.  xiii.,  p.  885.  1888. 

1  AmM.  Zkgkr's  Btitr.  /..  pntli.  Amit..  IM.  viii.,  p.  123. 
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varying  from  microscopical  size  up  to  that  of  a  pea,  and  sometimes  larger. 
They  do  not  appear  to  communicate  with  the  gall  ducts.  They  are  some- 
times associated  with  multiple  cysts  of  the  kidney.     Their  origin  and 


The  liver  la  riddled  with  unisll  boles  formed  by  tbe 


nature  are  not  understood,  but  they  are  probably  congenital.    A  teratoma 
of  the  liver  has  been  described  by  Misick.' 

Occasionally  the  liver  is  found  at  the  autopsy,  even  if  this  be  made 
but  a  few  hours  after  death,  more  or  less  completely  riddled  with  small, 
irregular -shaped  cavities,  from  the  size  of  a  pin's  head  to  that  of  a  pea 
(Fig.  322  V  These  holes  are  due  to  the  accumulation  of  gases  in  the  liver, 
formed  by  the  Bacillus  aerogenes  capsulatus.  This  is  the  so-called 
"foamy  liver"  (see  page  243). 

PARASITES. 

Eohinoooooni. — This  parasite  is  the  most  common  and  important  of 
those  which  occur  in  the  hnman  liver.  It  forms  the  so-called  hydatids  of 
the  liver.  These  represent  one  of  the  developmental  stages  of  the  small 
tapeworm  of  the  dog,  Twnia  eckinococcus  (see  page  132).  The  cysts  in 
the  liver  may  be  very  small  and  multiple,  but  they  may  be  as  large  as 
a  man's  head  or  larger.  The  liver  may  be  greatly  increased  in  size,  and 
the  tissue  about  the  cysts  atrophied.  The  liver  itself  furnishes  a  connec- 
tive-tissue capsule,  within  which  is  the  translucent,  lamellated  membrane 
furnished  by  the  parasite.  On  the  itiside  of  this  we  may  find  a  layer  of 
cells,  granular  matter,  and  a  vascular  and  muscular  system  belonging  to 
(he  parasite.  Projecting  from  this  inner  capsule  are  the  brood  capsules 
and  heads  or  scolices  of  the  immature  tapeworm.  The  scolices  may  be- 
come detached  from  the  wall  and  lie  free  in  the  cavity,  which  is  filled 
with  a  transparent  or  turbid  fluid.  Not  infrequently  the  cysts  are 
sterile,  and  are  then  simply  filled  with  clear  or  turbid  fluid ;  or  the  em- 
1  Jfitick,  Jour.  Path,  and  Bart.,  vol.  v.,  p.  128,  1898. 
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bryos  may  have  died  and  disintegrated,  and  their  detritus,  including  the 
hooklets,  may  be  intermingled  with  the  fluid  contents  of  the  cysts.  The 
contents  of  the  cysts  may  be  mixed  with  fat,  cholesterin  crystals,  pus, 
bile,  or  blood ;  or  form  a  grumous  mass,  in  which  we  may  or  may  not 
be  able  to  find  the  hooklets  of  the  scolices  or  fragments  of  the  lamellated 
wall.  The  connective  tissue  of  the  walls  of  the  cysts  may  be  greatly 
thickened,  or  they  may  be  calcified. 

In  other  countries  the  lesion  is  much  more  common  and  frequently 
more  formidable  than  in  the  United  States.  The  cysts  reach  an  enor- 
mous size,  the  veins  of  the  liver  may  be  compressed  and  filled  with  thrombi, 
the  bile  ducts  compressed  and  ulcerated.  So  much  of  the  liver  tissue 
may  be  replaced  by  the  hydatids  that  the  patient  may  die  from  this  cause 
alone.     Very  frequently  there  is  local  peritonitis,   and  adhesions  are 


'  \ 


Fi«.  32:$. — Ecmxococcrs  MrLTiLOciLARis  of  tuk  Liver. 

A  wotion  of  a  small  portion  of  the  cvnUc  and  fibrous  growth  in  the  liver.  There  were  no  booklet* 
within  the  vysls  in  this  rase,  but  the  delicately  lamellated  character  of  the  lining  membrane  sufficed  for  a 
diagnosis. 

formed  between  the  liver  and  the  surrounding  parts.  In  some  cases  the 
cysts  rupture,  and  their  contents  are  emptied  into  the  peritoneal  cavity, 
the  stomach,  the  intestines,  the  pleural  cavity,  or  the  lung  tissue.  Some- 
times the  cysts  perforate  the  bile  ducts,  the  vena  cava,  or  some  of  the 
branches  of  the  portal  or  hepatic  veins;  or  the  abdominal  wall  is  perfo- 
rated and  a  fistula  formed  between  the  cavity  in  the  liver  and  the  surface. 

Echinococcus  multilocularis  (see  page  134),  which  is  apparently  au 
abortive  form  of  the  above  species,  is  very  rare  in  the  United  States 
(Fig.  32:*).1 

Distoma  hepaticum,  D.  sinense,  D.  lanceolatum,  may  occur  in  the  gall 
ducts  and  gall  bladder.  D.  sinense  occurs  especially  in  the  East,  and  has 
been  found  in  great  numbers  in  the  bodies  of  Chinamen.  D.  h&matobium 
is  very  common  in  Egypt  and  Abyssinia,  occurring  in  the  blood-vessels 
of  the  liver. 


'Sec   Ot-rttt,  Yale  Medical  .Journal,  vol.  v.,  p.  233,  1899;  consult  also  monograph 
bv  Ptmi-lt.  1900. 
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Pentastoma  denticulatum  is  the  undeveloped  form  of  Pentastonia 
tcenioides,  a  parasite  which  inhabits  the  nasal  cavity  of  dogs  and  some 
other  animals.  In  the  liver  of  man  it  usually  occurs  in  the  form  of 
small,  rounded,  calcified  cysts.  The  cysts  may  contain  fat,  calcareous 
mutter,  and  the  remains  of  the  dead  parasite,  among  which  the  hooklets 
mav  be  found. 

Ascaris  lumbricoides  sometimes  finds  its  way  from  the  intestines  into 
the  bile  ducts.  It  may  cause  no  disturbance  here,  but  in  some  cases  the 
worms  have  been  present  in  large  numbers  and  caused  occlusion,  dilata- 
tion, and  ulceration  of  the  biliary  passages,  and  have  led  to  the  forma- 
tion of  abscess  of  the  liver. 

Coccidium  oviforme,  the  very  common  parasite  in  the  rabbit's  liver, 
has  been  found  a  few  times  in  the  liver  of  man. 


LESIONS  OF  THE  BILIARY  PASSAGES  AND  THE  GALL 

BLADDER. 

Perforation  and  rupture  of  the  gall  bladder  may  occur  under  various 
conditions  and  is  usually  followed  by  peritonitis. l 

Catarrhal  Inflammation  most  frequently  involves  the  lower  portion  of 
the  common  duct  and  the  gall  bladder.  In  the  acute  form  it  usually 
leaves  but  few  changes  appreciable  after  death.  An  abnormal  coating 
of  mucus,  and  sometimes  congestion  of  the  blood-vessels,  are  almost  the 
only  post-mortem  lesions.  Owing  to  the  swelling  of  the  mucous  mem- 
brane and  the  accumulation  of  mucus  in  the  lumen,  the  ducts  may  be 
temporarily  occluded,  but  this  occlusion  may  not  be  evident  after  death. 
If,  however,  the  inflammation  becomes  chronic,  the  walls  of  the  bile 
ducts  may  become  thickened  and  their  lumina  more  or  less  permanently 
obstructed.  In  consequence  of  this,  dilatation  or  ulceration  of  the  bile 
ducts  may  ensue.  Temporary  obstruction  of  the  bile  ducts  may  pro- 
duce marked  pigmentation  of  the  liver,  owing  to  the  accumulation  of 
pigment  granules  in  the  liver  cells,  particularly  in  the  vicinity  of  the 
capsule  of  Glissou,  and  jaundice  of  the  entire  body. 

The  gall  bladder  may  be  inflamed  by  itself — cholecystitis — or  in  connec- 
tion with  inflammation  of  the  biliary  passages.  If  the  disease  is  chronic 
the  wall  of  the  bladder  may  be  thickened ;  polypoid  growths  may  occur 
in  the  mucosa;  the  duct  may  be  occluded;  dilatation,  ulceration,  the 
formation  of  gall  stones,  calcification,  and  atrophy  may  ensue. 

Inflammation  of  the  stomach  and  duodenum,  hypeneniia  and  inflam- 
mation of  the  liver,  concretions,  and  parasites  frequently  accompany 
catarrhal  inflammation  of  the  biliary  passages,  but  it  may  occur  without 
these. 

Suppurative  and  Croupous  Inflammation  of  the  Bile  Ducts  (Cholangitis) 
and  Gall  Bladder  (Cholecystitis). — The  walls  of  the  ducts  may  be  covered  or 
infiltrated  with  a  fibrinous  or  a  purulent  exudate ;  they  may  ulcerate. 

•See  Machard,  Arch.  gen.  de  Med.,  t.  iv.,  p.  159,  1900,  bibliography. 
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These  lesions  occur  most  frequently  in  connection  with  obstruction  of 
the  bile  ducts  by  gall  stoues  or  otherwise,  and  in  typhoid  and  typhus 
fever,  pyamiia,  and  cholera;  or  they  may  be  due  to  the  extension  of 
inflammatory  processes  from  without.  They  also  occur  under  unknown 
conditions. 

In  many  cases  of  inflammation  of  the  gall  ducts,  the  Bacillus  coli 
communis,  in  fewer,  the  pyogenic  streptococcus  and  staphylococcus  are 
apparently  concerned. 

Suppurative  inflammation  may  lead  to  perforations  of  the  ducts  or 
bladder,  with  escape  of  bile  and  peritonitis ;  or  fistulous  openings  be- 
tween the  gall  bladder  and  the  duodenum,  colon,  and  stomach,  or  through 
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the  abdominal  wall.  Or  the  inflammation  may  extend  to  the  liver  tissue 
and  produce  accesses.  Under  the  latter  conditions  we  may  find  a  series 
of  small  abscesses  ranged  along  the  walls  of  the  suppurating  gall  ducts 
(Fig.  3241.  In  more  advanced  stages  the  abscesses  may  become  large 
and  communicate  with  with  one  another,  so  that  a  considerable  portion 
of  the  liver  may  be  occupied  by  a  series  of  communicating  cavities  with 
nigged  walls,  containing  pus  and  detritus  of  liver  tissue  more  or  less 
tinged  with  bile. 

Such  abscesses  may  become  more  or  less  completely  enclosed  by  con- 
nective-tissue walls.  The  portal  vein  may  also  become  inflamed,  and 
perfor.it  ions  may  be  formed  between  it  and  the  bile  ducts.  The  excitants 
of  these  inflammatory  processes  in  the  gall  ducts  and  gall  bladder  are 
probably  usually  bacteria.      Thase  which   have  been  most  frequently 
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found  are  the  "pyogenic  cocci,"  l  the  colon  and  typhoid  bacilli,  and  the 
pneuinococcus.  It  should  be  borne  in  mind  that  post-mortem  invasion 
of  the  gall  bladder  and  passages  by  bacteria  may  take  place  early. 

Constriction  and  Occlusion  of  the  Bile  Ducts. — This  may  be  produced  by 
inflammation  of  the  ducts  themselves,  by  new  growths  in  their  walls,  by 
calculi  or  parasites  in  their  lumina,  by  changes  in  the  hepatic  tissue  in 
chronic  and  acute  hepatitis,  by  aneurisms,  or  by  pressure  on  the  duct 
from  without,  as  by  tumors  in  the  head  of  the  pancreas,  etc. 

The  obliteration  of  the  smaller  bile  ducts  produces  no  marked  lesions. 
When  the  ductus  communis  or  the  hepatic  duct  is  obstructed,  the  ducts 
throughout  the  liver  are  frequently  dilated  and  the  liver  tissue  is  bile- 
stained.  The  liver  may  undergo  atrophy  and  the  whole  body  be  in- 
tensely jaundiced.  When  the  cystic  duct  is  obstructed  the  gall  bladder 
is  dilated. 

Dilatation  of  the  Bile  Ducts  is  usually  produced  by  strictures  in  the 
ways  just  mentioned,  or  by  calculi.  When  calculi  have  produced  the 
dilatation  this  condition  may  sometimes  continue  after  they  have  found 
their  way  into  the  intestines.  Sometimes,  however,  we  meet  with  very 
marked  dilatation  of  the  bile  ducts  without  being  able  to  make  out  any 
present  or  past  obstruction.  The  dilatation  may  affect  only  the  common 
and  hepatic  ducts,  or  it  may  extend  to  the  smaller  ducts  in  the  liver, 
which  are  then  dilated  uniformly  or  in  sacculated  forms.  They  may  con- 
tain bile,  mucus,  or  calculi.  The  liver  is  at  first  enlarged,  but  may  after- 
ward atrophy.  The  gall-bladder  may  be  dilated  in  consequence  of  obstruc- 
tion of  the  common  or  the  cystic  duct.  In  the  latter  case  it  may  reach  an 
immense  size  and  form  a  large  tumor  in  the  abdominal  cavity.  The 
dilatation  is  generally  uniform,  the  bladder  retaining  its  normal  shape ; 
sometimes,  however,  there  are  diverticula,  which  are  usually  produced 
by  calculi.  If  the  obstruction  to  the  hepatic  duct  is  incomplete  or  mov- 
able the  gall  bladder  may  contain  bile,  and  often  calculi.  If  the  obstruc- 
tion is  complete  the  contained  fluid  may  gradually  lose  its  biliary  char- 
acter and  become  a  serous  or  mucus  fluid  of  a  light-yellow  color — hydrops 
njHthliH  fellece.  The  walls  of  the  bladder  may  be  of  normal  thickness,  or 
thinned,  or  thickened,  or  calcified.  If  the  obstruction  is  due  to  a  cal- 
culus, this  may  pass  into  the  intestine  and  the  gall  bladder  be  suddenly 
emptied.  Usually  the  bladder  fills  again,  owing  to  its  loss  of  contractile 
power. 

TUMORS  OF  THE  GALL  BLADDER  AND  LARGER  GALL  DUCTS. 

Small  fibromata  have  been  described  in  the  gall  bladder  and  in  the 
common  duct,  but  they  are  very  rare.  The  most  common  tumors  are 
carcinomata.  These  may  be  primary7  or  secondary,  and  present  the  usual 
structural  variations.  The  cells  may  be  cylindrical,  or  polyhedral;  or 
they  may  present  the  characteristics  of  gelatinous  cancer.     Primary  carci- 

1  For  a  study  of  gall-bladder  infections  consult  Cmhing,  Johns  Hopkins  Hosp. 
Bull.,  vol.  x.,  p.  166,  1899,  bibliography. 
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iioiiiiitii  and  adenocarcinoma  of  the  gall  bladder  and  larger  gall  ducts  are 
not  uncommon,  and  are  frequently  associated  with  calculi.'  Not  infre- 
quently tht:  pancreatic  and  common  ducts  are  both  involved,  and  it  is 
difficult  to  say  whether  the  tumor  is  primary  iu  the  head  of  the  pancreas 
or  in  the  gall  duct.     The  bladder  aud  duets  may  also  be  secondarily  io- 
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volved  iu  carcinomata  of  the  stomach,  liver,  and  duodenum.     Adenoma 
of  the  gall  ducts  is  of  occasional  occurrence  (Fig.  325). 

BILIARY  CALCULI.    (Cholelithiasis.) 

These  bodies  are  of  common  occurrence.  They  are  found  usually  in 
the  gall  bladder,  sometimes  in  the  hepatic,  cystic,  and  common  ducts; 
less  frequently  in  the  small  ducts  of  the  liver.  In  the  gall  bladder  from 
1  to  7, -sou  calculi  have  been  counted.  They  vary  in  size  from  that  of  a 
pin's  head  to  that  of  a  hen's  egg,  or  they  may  be  larger.  Single  gull 
stones  are  usually  spheroidal  or  ovoidal;  when  multiple  they  are  usually 
flattened  at  the  sides  or  faceted. 

They  may  be  composed: 

1.  Principally  of  rhoh-stn-hi,  and  may  be  of  pure  white  color,  or 
tinged  with  various  shades  of  yellow  or  brown  by  bile  pigment.  The 
fractured  surface  shows  a  radial  ing  crystalline  structure. 

2.  Of  chulixlrrin,    bile  pii/iitent,    and  salts  of  calcium  and  magnesium. 

■Sco  Warthin.  Philailulpliia  Mill.  Journal,  vol.  vi..  pp.  88.  S3,  nnd  120.  1900,  bib 
liograpky. 
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These  are  usually  dark -colored,  brown,  reddish-black,  or  green,  and  may 
l>e  spheroidal  or  faceted,  smooth  or  rough  on  the  surface ;  the  fractured 
surface  is  usually  radiating  crystalline.     This  is  the  most  common  form. 

3.  Principally  of  bile  pigment.  Such  calculi  are  rare,  usually  small, 
very  dark -colored,  and  not  numerous. 

4.  Of  calcium  carbonate.  These  are  rare,  have  a  nodular  surface,  and 
a  clear  crystalline,  not  radiating  fracture. 

Most  calculi  are  formed  around  a  central,  mass,  sometimes  called  the 
nucleus,  which  may  consist  of  cholesterin,  bile  pigment,  mucus,  or  epi- 
thelium, or  more  rarely  of  some  foreign  body.  Thus  a  dead  parasite,  a 
needle,  and  fruit  seeds  may  serve  as  nuclei.  The  body  of  the  calculus 
may  l>e  homogeneous,  or  lamellated,  or  crystalline. 

Biliary  calculi  in  the  gall  bladder  may  produce  no  symptoms  and  be 
discovered  only  after  death.  In  the  hepatic  and  common  ducts  they  may 
obstruct  the  flow  of  bile  and  lead  to  fatal  jaundice;  or  they  may  pass 
from  time  to  time  into  the  intestine,  producing  biliary  colic.  If  they 
are  impacted  in  the  cystic  duct  they  may  lead  to  dilatation  of  the  gall 
bladder.  They  may  get  into  the  duodenum  by  ulceration  through  the 
walls  of  the  ducts  or  gall  bladder,  or  in  the  same  way  into  the  peritoneal 
cavity.  Gall  stones  which  get  into  the  intestinal  cavity  usually  pass  off 
without  doing  any  further  injury,  but  very  large  calculi  may  cause  oc- 
clusion of  the  gut  with  fatal  results.  The  rfile  of  micro-organisms  in  the 
formation  of  gall  stones  has  been  the  subject  of  significant  studies.1 

1  Consult  yfignot,  Arch.  gen.  de  Mcdecine,  1898,  t.  ii.,  pp.  129  and  263;  also  Cutting, 
Johns  Hopkins  Hosp.  Bull.,  vol.  x.,  p.  166,  1899;  also  Mieczkowski,  Mitth.  a.  d.  Grenz- 
geb.  d.  Med.  u.  Chir.,  Bd.  vi.,  p.  807,  1900. 


CHAPTER  IX. 

THE  URINARY  ORGANS. 
The  Kidneys. 

Malformations. 

Both  kidnevs  mav  be  absent  in  connection  with  extensive  malformation  in  foetuses 
which  are  not  viable. 

Absence  of  one  kidney  is  not  uncommon,  the  left  kidney  being  more  frequently 
absent  than  the  right.  The  absence  of  the  kidney  may  be  complete,  the  ureter  being 
also  absent;  there  may  be  an  irregular  mass  of  much -atrophied  kidney  tissue  with  con- 
nective tissue  and  fat,  or  there  may  be  only  a  little  mass  of  connective  tissue  and  fat 
representing  the  kidney,  and  a  ureter  running  down  to  the  bladder.  The  single  kidney 
which  is  present  is  usually  much  enlarged.  It  may  be  in  its  natural  position  or  dis- 
placed downward. 

When  both  kidneys  are  present  one  of  them  may  be  much  larger  than  the  other. 
One  kidney  may  have  two  pelves  or  two  ureters. 

A  frequent  malformation  is  the  so-called  horteshoe  kidney.  The  lower  ends  of  the 
kidneys  are  joined  together  by  a  commissure.  The  commissure  is  usually  composed  of 
kidney  tissue,  but  sometimes  of  connective  tissue.  The  two  kidneys  may  be  normal, 
except  for  the  commissure;  or  their  shape,  the  arrangement  of  the  vessels  and  ureters, 
and  the  position,  may  be  unnatural.  The  two  kidneys  may  be  united  throughout  so 
as  to  look  like  a  single  misshapen  kidney  with  two  or  more  pelves  and  irregular  blood- 
vessels. The  united  kidneys  may  be  both  situated  on  one  side  of  the  vertebral  column 
or  in  the  pelvis. 

Changes  in  Position. 

The  kidneys  may  be  placed  in  an  abnormal  situation,  in  which  they  are  either  fix««d 
or  movable. 

The  change  in  position  is  either  lateral  or  downward.  When  displaced  downward 
the  kidney  may  be  over  the  sacrum  or  below  this  in  the  cavity  of  the  pelvis.  The  ves- 
sels also  have  an  irregular  origin  and  distribution.  The  kidney  is  tirmly  attached  in  its 
abnormal  position. 

Movable  or  wandering  kidneys  are  found  in  adult  life  as  a  result  of  tight  lacing, 
of  pregnancy,  of  overexertion,  and  of  unknown  causes.  They  are  more  common  in 
females  than  in  males,  and  the  right  kidney  is  most  frequently  involved.  The  blood- 
vessels become  lengthened  and  the  attachments  of  the  kidney  longer  and  looser. 

COMPENSATORY   HYPERTROPHY   OF  THE  KIDNEY. 

When  one  kidney  is  involved  in  lesions  which  seriously  interfere  with 
its  function  the  other  orpin  may  increase  in  functional  capacity  through 
an  hypertrophy  and  hyperplasia  of  its  gland  cells.  A  similar  alteration 
may  take  place  in  the  sound  parts  of  an  organ  partially  compromised  by 
structural  lesions.1 

1  For  a  study  of  this  condition  see  Stni'dotti,  Virehow's  Arch.,  Bd.  cxlvi.,  p.  267, 
181W.  hihliography. 

(  «»n<ult  also  tor  general  consideration  of  hypertrophy  Tito  ma  t  aText-Book  of  Gen- 
eral Pathology,"  vol.  i..  p.  148,  English  translation. 
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DISTURBANCES  OF  CIBCULATTON. 

Anaemia  of  the  kidney  occurs  in  general  ancemia:  it  may  be  associated 
with  various  forms  of  diffuse  nephritis.  Local  antenna  may  be  due  to 
thrombosis  or  embolism. 

Acute  Hyperemia— Acute  Congestion. — This  may  occur  in  early  phases 
of  an  acute  in  flam  mat  ory  process  or  after  the  ingestion  of  irritant  poisons. 
The  kidneys  may  be  swollen,  the  vessels  distended,  and  bloody  fluid  ex- 
udes from  the  cut  surfaces.  There  may  be  extravasation  of  red  blood 
cells  from  diapedesis. 

Chronic  Hyperemia — Chronic  Congestion. — This  may  occur  in  connec- 
tion with  a  similar  condition  in  the  other  viscera  when  the  circulation  is 
impeded  through  uncompensated  lesions  of  the  heart  and  lungs,  such  as 
chronic  endocarditis  involving  the  aortic  and  mitral  valves,  cardiac  dila- 
tation, aortic  aneurism,  emphysema,  large  accumulations  of  fluid  in  the 
pleural  cavities;  or  it  may  be  associated  with  obstruction  of  the  renal 
vein  or  inferior  vena  cava  by  thrombosis  or  pressure  from  tumors,  etc. 
The  kidneys  in  this  condition  are,  when  typical,  slightly  or  considerably 
enlarged,  increased  in  weight,  hard,  and  dark  red  in  color  with  capsule 
not  adherent  and  surface  smooth.  The  congestion  is  most  marked  in  the 
capillaries  of  the  glomeruli  which  are  widely  dilated,  often  with  thickened 
walls;  in  the  interlobular  veins,  the  vasa  recta,  and  the  stellate  veins  of 
the  cortical  surface. 

The  epithelium  of  the  convoluted  tubules  may  be  swollen ;  or  it  may  be 
much  flattened  so  that  the  lumen  of  the  tubule  is  enlarged.  If  the  con- 
gestion persist,  there  is  hyperplasia  of  the  interstitial  tissue  of  the  kidney 
with  degeneration  of  the  epithelium,  the  formation  of  casts,  atrophy  of 
the  tubules,  etc.    Chronic  congestion  may  lead  to  chronic  diffuse  nephritis. 

Embolism,  Thrombosis,  and  Infarction. — If  the  renal  artery  or  one  of  its 
branches  be  plugged  by  an  embolus  or  thrombus,  an  anaemic  infarction 
of  the  region  is  the  result.  There  maybe  one  or  several  such  infarctions 
which  are  usually  more  or  less  wedge-shaped,  the  apex  directed  inward 
corresponding  to  the  vascular  territory  compromised.  They  are  pale  or 
yellowish,  hard,  and  as  inflammatory  reaction  sets  in  may  be  surrounded 
by  a  red  hypenemic  zone. 

Within  the  limits  of  the  infarction,  necrosis  of  epithelium  or  of  the 
entire  mass  of  involved  tissue  may  take  place  with  such  subsequent 
alterations  as  have  been  already  described  on  page  76. 

The  seat  of  old  and  healed  infarctions  may  be  indicated  by  small 
fibrous  cicatrices. l 

Hemorrhagic  infarctions  in  the  kidney  are  rare.  Infarctions  may 
become  the  seat  of  gangrene  when  putrefactive  bacteria  gain  access  to 
them ;  or  suppurative  inflammation  with  the  formation  of  abscesses  may 
occur.     Embolism  of  the  renal  artery  may  result  in  necrosis  of  the  entire 

1  For  a  study  of  the  regenerative  capacity  of  the  renal  epithelium  in  infarctions  s< 
Thorel,  Virchow's  Arch.,  Bd.  cxlvi.,  p.  297,  1896.  bibliography. 
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kidney.  Thrombosis  of  the  renal  vein  may  be  induced  by  the  pressure 
of  tumors,  either  on  this  vessel  or  on  the  vena  cava ;  or  it  may  occur  in 
cachectic  conditions. 

ALBUMINURIA  AND  CASTS. 

Albuminuria. — Albuminous  material  or  serum  not  infrequently  passes 
out  of  the  blood-vessels  of  the  kidneys,  either  through  the  glomeruli  or 
the  tubules,  and  mingles  with  the  excreted  substances.  While  this  may 
occasionally  occur  under  conditions  which  cannot  be  regarded  as  ab- 
normal, it  is  common  in  many  diseases  of  the  kidney  and  is  frequent 
without  demonstrable  kidney  lesions  in  fevers,  infectious  diseases,  ab- 
normal conditions  of  the  blood,  various  forms  of  poisoning,  disturbances 
of  the  circulation,  etc.  Albuminous  material  may  also  be  set  free  by 
abnormal  metabolism  or  disintegration  of  the  renal  epithelium. 

In  albuminuria  with  pronounced  kidney  lesions  there  are  usually 
well-defined  alterations  in  the  capillaries  of  the  tufts  and  in  their  epi- 
thelial investment.  There  may  be  thrombi  in  the  capillaries ;  their  walls 
may  be  thickened ;  the  flat  epithelium  covering  them  may  be  swollen  or 
fatty,  or  may  peel  off,  or  it  may  proliferate.  In  the  kidneys  of  cases  of 
pronounced  albuminuria,  preserved  in  alcohol  or  other  fixatives  which 
coagulate  albuminous  material,  this  substance  may  be  seen  within  Bow- 
man's capsule  or  in  the  lumina  of  the  tubules  as  fine  or  coarse  granules. 
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Fig.  $%{.— Hyaline  Globules  in  Urixiferois  Tubule. 
Thrre  is  also  defeneration  and  disintegration  of  the  epithelium. 

Albuminous  material  in  the  tubules  may  form  easts  (see  below)  or  when 
the  conditions  are  favorable  fibrillar  fibrin  may  form. 

Casts. — Albuminous  material  which  under  various  abnormal  condi- 
tions has  escaped  from  the  blood-vessels  in  solution  may  coagulate, 
especially  in  the  lumina  of  the  tubules,  forming  the  more  or  less  cylin- 
drical or  globular  structures  called  casts.  These*  may  be  homogeneous 
in  structure — hyaline  casts;  or  the  albuminous  material  of  which  they 
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are  formed  may  be  mingled  with  the  products  of  degeneration  and  disin- 
tegration of  epithelial  cells,  either  from  the  glomeruli  or  from  the  tubules ; 
or  with  red  blood  cells,  or  leucocytes,  or  exfoliated  epithelial  cells.  In 
this  way  granular  casta,  epithelial  casts,  blood  casts,  etc.,  are  formed.  The 
epithelium  of  the  tubules  may  peel  off  in  masses,  forming  cast-like  cell 
structures.  Homogeneous  globules  of  various  sizes  may  be  formed  in 
the  tubular  epithelium  which  is  yet  in  place,  and  as  the  cells  degenerate 
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and  disintegrate,  such  homogeneous  globules  may  collect  in  the  lamina 
of  the  tubules  (Fig.  326)  or  they  may  fuse  to  form  hyaline  casts  (Fig. 
.127).  Homogeneous  casts  giving  the  micro -chemical  characters  of  amy- 
loid are  of  occasional  occurrence  in  the  tubules. 

Casts  and  cell  detritus  may  form  both  in  the  cortical  and  medullary 
tubules  and  may  pass  out  of  the  organ  with  the  urine. 


DEGENERATION. 

Albuminous  Degeneration  (Parenchymatous-  Degeneration — Acute  Degen- 
eration).— This  form  of  degeneration  is  most  common  in  the  acute  infec- 
tious diseases,  such  as  diphtheria,  scarlatina,  measles,  typhoid  fever,  yel- 
low fever,  and  iti  many  forms  of  septicemia  and  toxaemia.  It  usually 
accompanies  similar  lesions  in  other  viscera.  In  moderate  degrees  of 
the  lesion,  the  epithelium,  particularly  of  the  convoluted  tubules,  is 
swollen  and  more  coarsely  granular  than  normal  (Fig.  328).  In  more 
pronounced  lesions  in  addition  to  simple  albuminous  degeneration  the 
epithelium  may  become  more  or  less  tilled  with  minute  fat  droplets,  or 
the  cells  may  disintegrate  and  peel  off,  or  they  may  become  necrotic  and 
the  nuclei  fail  to  stain.  The  cell  body  may  then  undergo  coagulation  or 
disintegrate. 
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The  gross  appearance  of  the  kidneys  varies  with  the  degree  and  ex- 
tent of  the  degeneration.  The  kidney  may  lie  slightly  or  considerably 
enlarged.     On  section  the  cortex  is  usually  thickened  and  pule  with  OB- 
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litcration  of  the  normal  cortical  markings,  The  capsule  of  the  kidney 
is  not  abnormally  adherent.  When  then-  are  oilier  associated  or  mi- 
tecedent  lesions  in  the  kidney,  the  gross  appearance  of  the  organ  varies. 
Fatty  Degeneration. — This  may  occur  in  those  diseases  of  the  blood  or 
circulatory  syslem  in  which  general  nutrition  suffers;  in  infectious  dis- 
eases often  associated  with  or  following  albuminous  degeneration;    iu 
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various  cachexia*;  in  aeulc  EUMJ  chronic  forms  of  kidney  disease,  and  iu 
poisoning  by  phosphorus,  arscuic,  elc. 

The  degeneration  may  In-  diffuse  and  widespread  or  it  may  occur  in 
patches.  If  diffuse,  1 1m  cortex  in  which  it  is  most  marked  is  usually 
iin'ic  or  less  thickened,  opaque,  ami  yellowish;  if  in  patches,  there  are 
opaque  yellow  streaks  or  spots  in  the  cortex.  lint  these  appearances  are 
Often  obscured  by  various  other  lesions.  If  the  degeneration  be  moder- 
ate in  degree,  there  are  larger  and  smaller  fat  droplets,  usually  niosl 
abundant  in  the  basal  portion  of  the  epithelium  of  the  convoluted  tubules 
(Fig.  329).     In  more  marked  degeuei-at ion,  the  celts  of  the  convoluted 
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tubules  may  lie  filled  wilh  fat  droplets  and  may  peel  off,  or  they  may 
disintegrate,  setting  the  fat  free  in  the  lumen  of  the  tubules.  The  de- 
generation may  involve  the  tuft  and  capsule  epithelium  as  well  as  that 
of  the  collecting  tubes,  and  fat  droplets  mav  1r>  found  free  or  in  cells  in 
the  interstitial  tissue. 

Amyloid  Degeneration. — This  is  usually  associated  with  amyloid  de- 
generation elsewhere  iu  the  body  and  commonly  occurs  in  kidneys  which 
are  already  the  seat  of  various  forms  of  chronic  lesion.  Usually  the 
kidney  is  enlarged,  the  soelion  is  shining  or  translucent,  the  cortex  is 
thick  and  pale,  the  glomeruli  are  often  unusually  plain.  The  capillaries 
of  I  he  tofts  (Fig.  3:101  and  the  vasa  recta  are  most  often  involved  If  the 
kidney  be  otherwise  allereil.  the  grow  and  microscopic  appearances  vary. 

Glycogen  Degeneration  of  the  epithelium  may  take  place  in  diabetes 
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niellitiis.     It  is  usually  most  marked  in  the  cells  of  Heule's  loops  (Fig. 
331). 

Calcification  may  occur  in  chronic  inflammatory  lesions  or  iu  old  in- 
farctions; in  the  iiitertabnlar  tissue  of  the  medulla  in  the  aged,  or  in 
casts  iu  the  collecting  tubes. 


INFLAMMATION. 

General  Considerations. 

Many  of  1 1n-  alterations  in  tin*  kidney  which  an-  coramoDly  considered  inflammatory 
an?  in  fact  degenerative,  and  these  degenerative  clianges  arc  often  so  important  and  so 
conspicuous  in  the  lesions  as  to  fairly  dominate  the  gross  and  microscopic  appearances. 
The  processes  iu  the  kidneys  which  may  be  properly  considered  inflammatory  are  either 
exudative  or  productive,  so  that  the  apparently  complex  series  of  kidney  changes  which 
are  grouped  under  the  name  nephritiB,  or  Bright's  disease,  are  really  phases  of  exudative 
or  ihvhI'ii-Uk  itijtiimmntion,  or  both,  associated  with  degener-itivt  procemt*. 

Whether  the  kidneys  be  large  or  small,  white  or  red  or  mottled,  smooth  or  rough; 
whether  the  disease  be  acute  or  chronic,  it  is  always  these  comparativley  simple  proc- 
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esses,  varying  in  extent,  in  duration,  in  intensity,  and  in  relative  predominance,  wliich 
are  to  be  taken  into  the  account-  in  the  study  of  inflammation  of  this  organ. 

There  arc  perhaps  no  lesions  whose  classification  has  seemed  beset  with  such  diffi- 
culties as  thus.'  of  the  kidneys.  This  is  largely  due  to  a  failure  to  realize  that  tile  vari- 
ous phases  of  inflammation  and  degeneration  do  not  stand  apart  as  independent  pntc- 
esses  or  lesions,  but  are  closely  associated  and  often  merge.  It  is  difficult,  perlm]>s 
impossible,  to  make  a  elassi  Heat  ion  which  filial  1  meet  the  requirements  or  the  clinic. 
tiie  limitations  nf  urinary  tests,  and  at  the  same  time  accord  with  the  revelations  of  the 

One  of  the  dillienlties  in  frumiug  a  elassi  Heat  ion  of  kidney  lesions  is  that  there  arc 
many  and  serious  abnormalities  in  the  function  of  the  kidney  which  do  not  Hud  expres- 
sion in  Mich  structural  changes  as  we  can  at  present  recognize.  Our  knowledge  of  such 
of  tin-  minute  structural  lesions  in  the  renal  epithelium  as  are  not  manifested  by  altera- 
tions in  the  size  and  form  and  organic  integrity  of  the  cell  is.  in  fact,  very  meagre. 
Si  thai  'he  atieiupt  to  classify  inflammatory  lesions  of  the  kidney  u|x>n  both  clinical 
ami  i imrpln -logical  data  often  leads  to  conjecture  or  confusion,  frequently  to  both. 
(■oM-idcrlHg  the  scope  of  this  1-ook  and  our  present  purpose,  it  seems  wiser  to  set  forth 
Liti-  us  i-i.iLciscly  us  |iossil>lc  the  essential  character  of  tin-  lesions  in  acute  and  in  chronic 
phases  of  intlumiiiaiioi)  and  degeneration  in  the  kidney  based  upon  morphological  rather 

[t  is  convenient  to  divide  the  acute  iiilluiuiuatory  processes  of  the 
kidneys  i til o  two  forms,  Ntipptmttiee  Xrplirrtix  and  Amtc  Diffuse  Xephritia. 
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Suppurative  Nephritis. 

Suppurative  inflammation  of  the  kidney  may  follow  injury  with  local 
infection.  It  is,  however,  most  often  due  to  the  presence  of  bacteria, 
commonly  the  pyogenic  cocci,  which  have  been  brought  through  the 
blood-vessels  from  a  remote  infective  focus,  as  in  ulcerative  endocarditis, 
septic  phlebitis,  etc. — embolic  infection.  Or,  on  the  other  hand,  the  bac- 
terial excitant  may  be  transmitted  to  the  kidneys  through  the  urinary 
passages — ascending  infection. 

Traumatic  lesions  of  the  kidney  may  lead  to  suppurative  nephritis 
either  through  direct  infection  of  the  wound  or  by  the  establishment  of 
local  vulnerability  (see  footnote,  page  160)  to  the  action  of  bacteria  which 
may  later  gain  access  to  the  injured  tissue  through  the  circulation. 
After  infected  wounds  or  injuries  of  the  kidney,  large  abscesses  may 
develop,  or  nearly  the  whole  organ  may  be  converted  into  a  mass  of  pus, 
blood,  and  disintegrated  tissue. 

In  the  embolic  type  of  suppurative  nephritis,  small  abscesses  are  formed 
most  frequently  in  the  cortex.  Where  bacteria  lodge  and  grow  in  the 
tissue  there  is  at  first  circumscribed  hyperemia  or  haemorrhage  and 
necrosis,  with  subsequent  gathering  of  leucocytes  and  finally  the  disin- 
tegration of  tissue  and  the  formation  of  abscess.  Such  kidneys  present 
to  the  naked  eye  on  section  small  spots — or  in  the  medulla  streaks — which 
are  red  or  gray  or  yellow,  depending  upon  the  degree  of  advancement  of 
the  lesion.  In  such  areas  the  bacteria  may  be  readily  demonstrated, 
sometimes  in  early  stages  in  dense  masses  in  the  capillaries  and  other 
smaller  vessels,  or  later  scattered  through  the  necrotic  and  disintegrat- 
ing tissue  (Fig.  91,  page  182).  Embolic  abscesses  are  commonly  devel- 
oped in  both  kidneys  and  by  extensive  coalescence  may  give  rise  to  large 
abscesses.  There  is  reason  to  believe  that  in  certain  forms  of  septicaemia 
bacteria  may  secure  a  foothold  in  the  tubules,  not  as  emboli,  but  through 
excretion.  In  such  cases  the  suppurative  foci  may  be  at  first  limited  to 
the  medulla. 

Ascending  Infection.— In  suppurative  nephritis  associated  with  a  sim- 
ilar process  in  the  ureter,  bladder,  etc.,  the  medullary  portion  of  the  kid- 
ney is  usually  earliest  involved  and  then  the  elongated  form  of  the  suppur- 
ative areas  corresponds  to  the  grouping  of  the  tubules  in  this  region.1 

Whatever  the  form  in  which  it  may  manifest  itself,  suppurative  in- 
flammation of  the  kidney  is  commonly  induced  by  some  one  or  combina- 
tion of  the  pyogenic  micro-organisms  which  may  lodge  within  it  under 
favorable  conditions.  Thus  Streptococcus  pyogenes,  Staphylococcus 
pyogenes,  Bacillus  coli  communis,  Bacillus  pyocyaneus,  Bacillus  proteus; 
the  pneumococcus,  the  typhoid  bacillus,  and  others,  may  l>e  found  in  the 
suppurative  foci.  Sometimes,  however,  especially  in  the  more  chronic 
processes,  micro-organisms  are  not  demonstrable. 

1  For  further  details  concerning  suppurative  nephritis  consecutive  to  similar  proc- 
esses in  adjacent  organs  see  below. 
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Acute  Diffuse  Nephritis. 

This  process  may  occur  in  acute  infectious  diseases;  it  is  especially 
common  in  scarlatina  and  not  infrequent  in  diphtheria,  typhoid  fever,  the 
exanthemata,  malaria,  and  in  septicaemia  due  to  various  bacterial  ex- 
citants. 

The  lesions  of  acute  diffuse  nephritis  vary  greatly  in  extent,  in  degree, 
in  the  relative  involvement  of  one  or  other  renal  structure,  as  well  as 
with  the  duration  of  the  process.  In  this  51s  in  other  forms  of  inflamma- 
tion of  the  kidney,  degeneration  is  an  important  and  often  predominant 
factor  in  the  morphology  of  the  lesions. 

We  shall  now  consider  those  lesions  which  in  varying  degrees  are 
characteristic  of  an  early  phase  of  acute  diffuse  nephritis,  such  a»s  fre- 
quently occurs  in  the  course  of  the  acute  infectious  diseases.  While 
changes  in  the  different  structural  components  of  the  kidney  may  occur 


0 "  #$ 


Fig.  332.— Acutk  Diffuse  Nephritis. 
Showing  swelling  of  the  cells  covering  the  capillary  tufts  and  lining  Bowman's  capsule. 

simultaneously  and  are  intimately  related  to  each  other,  we  shall  study 
first  the  lesions  of  the  glomeruli,  second  those  of  the  tubules,  third  those 
of  the  interstitial  tissue  and  its  vessels. 

The  Glomeruli. — One  of  the  early  alterations  in  the  tufts  of  the  glom- 
eruli is  the  swelling  of  the  cells  which  cover  the  capillaries.'     These  cells 
which   in  normal  conditions  are  thin  and  scarcely  visible,  save  by  their 
nuclei,  now  project  from  the  capillary  loops,  sometimes  remaining  closely 
apposed  to  the  capillary  walls,   sometimes  assuming  polypoid  sha|»es 
(Fig.  3.'*2),  sometimes  forming  a  continuous  thick  covering  of  cuboidal 
cells  over  the  vessels.     The  nuclei  are  larger  than  normal  and  mitosis 
may  be  evident.     Similar  changes  occur  in  the  epithelium  between  the 
capillary  loops.     The  capillaries  are  sometimes  distended  and  plugged 
with  cells;  some  of  these  are  leucocytes;  others  are  larger  with  large 
nuclei  and  may  be  swollen  endothelium.      Hyaline  thrombi  are  often 
found  in  these  tuft  capillaries.     The  swollen  and  proliferating  tuft  epi- 
thelia  often  undergo  fatty  degeneration  and  may  peel  off  into  the  glom- 
erular space. 

1  For  a  study  of  the  development  of  the  glomeruli  and  its  relation  to  pathological 
changes  see  Ihrn'nf/,  .Jour.  Path,  and  Bact.,  vol.  vi..  p.  4.M),  1900. 
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In  some  cases  the  proliferation  and  exfoliation  are  extensive  and 
the  cells  may  collect  in  crescentic  masses  within  Bowman's  capsule, 
crowding  the  tuft  toward  its  hilus.  The  cells  iu  these  crescentic  masses 
may  lie  flattened  from  pressure  and  in  profile  appear  fusiform  (Fig. 
333).  The  capsular  epithelium  may  be  swollen  or  remain  apparently 
intact  while  there  is  a  large  cell  accumulation  from  the  tuft ;  or  it  may  pro- 
liferate or  become  fatty  or  peel  off.  Swelling,  exfoliation,  and  prolifer- 
ation of  the  glomerular  epithelium  in  some  degree  are  of  frequent  occur- 
rence in  acute  nephritis.  They  are  sometimes  so  pronounced,  especially 
in  acute  nephritis  following  scarlatina,  either  with  or  without  extensive 
associated  lesions  as  to  have  suggested  a  name  for  one  phase  of  the  lesion 
— glomerulonephritis.     There  is  sometimes  a  considerable  accumulation 
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Swollen  itIIb  an-  vn-a  upon  tnr  capillary  tun  and  lining  Bowinan'H  capsule.  PiilYhitlntl  and  flattened 
ivlls  Mi*  In  luagva  Mvnii  the  capsule  and  Ibe  lull;  ibe  latter  bag  been  premed  upon  by  ibn  "-lln  and 
iittn-r  exudate  within  the  lapaule. 

of  albuminous  exudate  between  the  tuft  and  capsule.  Such  albuminous 
material  in  specimens  fixed  by  alcohol  is  in  the  form  of  tine  granules  and 
may  Ihj  mingled  with  exfoliated  and  often  fatty  epithelium  or  cell  detritus. 

Leucocytes  and  red  blood  cells  may  be  present  with  other  exudate 
within  Bowman's  capsule. 

Tlif  Tubulin. — The  lesions  of  the  tubules  of  the  kidney  in  the  early 
phases  of  acute  nephritis  are  largely  degenerative;  the  epithelium,  es- 
pecially of  the  convoluted  tubules,  is  swollen  and  coarsely  granular  (Fig. 
32N),  or  it  may  contain  few  or  many  fat  droplets  (Fig.  32»)— albuminous 
and  fatty  degeneration.  The  epithelium  may  become  necrotic  and  may 
disintegrate  or  peel  off  over  larger  or  smaller  areas.  Thus  the  lamina  of 
the  tubules  may  contain  fragments  of  epithelium  or  detritus  mingled  with 
albuminous  fluid — serum — red  blood  cells  and  leucocytes,  or  hyaline  or 
other  forms  of  casts  (Fig.  327).  Red  blood  cells  may  be  extravasated 
in  considerable  numbers  and  collect  in  the  tubules  or  pass  on  with  the 
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exudates.     The  casts  and  other  exudates  may  be  present  iu  the  cortex  or 
hi  the  collecting  tubes  of  the  kidney. 

The  Interstitial  Tissue.  — This  in  early  phases  of  acute  nephritis  may 
be  (edematous  or  it  may  be  more  or  less  infiltrated  with  leucocytes  or 
fibrinous  exudate.  Patches  of  new-formed  small  spheroidal  cells,  or 
larger  cells  with  conspicuous  excentric  nuclei  may  be  present  either  in 
the  vicinity  of  the  glomeruli  (Fig.  334)  or  near  the  interlobular  veins, 
or  a  general  thickening  of  the  interstitial  tissue  may  occur  even  very 
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early  in  some  forms  of  acute  diffuse  nephritis,  particularly  in  those  fol- 
lowing scarlatina  and  diphtheria. 

We  have  thus  seen  that  in  the  early  phases  of  an  acute  inflammation 
of  the  kidneys,  such  as  may  occur  independently  or  in  connection  with 
acute  infective  processes  elsewhere,  there  is  an  involvement  of  all  the 
structural  units  of  the  organ,  the  glomeruli,  the  tubular  epithelium,  and 
the  interstitial  tissue.  Such  a  process  involving  the  various  kinds  of 
tissue  is  called  diffuse,'  and  the  process  is  therefore  designated  Acute  Dif- 
fuse Xrphriti*. 
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While  lioth  kidneys  are  involved  in  aente  diffuse  nephritis,  the  lesions 
in  each  are  by  no  means  uniform  either  in  extent  or  advancement  and 
are  often  patchy  or  irregular  in  distribution. 

Variations  in  Type  in  Acute  Diffuse  Nephritis. — There  are  many  varia- 
tions in  the  type  of  the  lesions  in  acute  diffuse  nephritis,  some  of  which 
seem  to  1m;  directly  dependent  upon  the  character  of  the  excitant,  while 
in  others  the  variations  cannot  as  yet  be  associated  with  known  determin- 
ing conditions. 

If  one  guard  himself  against  the  notion  of  distinct  species  in  the  le- 
sions it  is  convenient  to  recognize  certain  structural  variants  or  types. 
Tims  the  changes  in  the  glomerular  capillaries  and  epithelium  may, 
as  above  indicated,  be  prominent — glomerular  type— (so-called  glomeralo- 
■nephritis)  (Figs.  333  and  334);  the  degenerative  process  in  the  tubular 
epithelium  maybe  extreme — parenchymatous  or  degenerative  type;  there 
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may  with  other  lesions  be  considerable  haemorrhage  into  the  glomeruli 
tubules  and  interstitial  tissue— hamorrhagic  type.  With  or  without  marked 
structural  involvement  of  the  parenchyma  and  interstitial  tissue  there 
may  be  an  exudative  inflammation  in  which  serum  and  leucocytes  (Fig. 
335 )  and  more  or  less  red  blood  cells  may  gather  in  the  glomeruli  or  tu- 
bules and  with  various  forms  of  casts  pass  off  in  the  urine.  This,  which 
is  common,  has  been  called  by  Delafield  the  exudative  type  of  acute  diffuse 
nephritis.  Finally,  with  any  one  or  more  of  the  above  types  of  lesion 
there  may  be  early  and  significant  involvement  of  interstitial  tissue  of 
the  kidney,  so  that  new  and  often  very  cellular  tissue,  either  in  small 
patches  or  through  a  large  portion  of  the  organs,  may  lead  to  tubular 
atrophy  and  to  serious  and  permanent  structural  alterations.  This,  which 
has  been  called  by  Delafield  the  productive  type,  by  others  the  interstitial 
type  of  acute  diffuse  nephritis  (Fig.  334  and  336),  is  most  frequent  as  a 
complication  of  scarlatina;  it  may  follow  diphtheria,  or  puerperal  infec- 
tions, and  may  occur  as  an  apparently  independent  process. ' 

'Consult  for  an  interesting  study  of  "acute  interstitial  nephritis."  CimueHman, 
Jrtur.  Exp.  Med.,  vol.  iii..  p.  898,  1896.  Councilman  regards  the  new  cells  in  the  inter- 
stitial tissue  as  largely  "  plasma  cells  "  derived  front  lymphoid  cells  of  the  blood. 
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Between  these  types  of  lesion,  hugely  based,  as  will  be  seen,  upon  thn 
relative  Involvement  of  the  structural  units  of  the  kidney,  are  man]  in- 
termediate forms  which  the  scope  of  this  book  does  not  permit  us  to 
consider. 

Kidneys  which  are  the  seat  of  acute  diffuse  nephritis  sometimes  ap- 
pear almost  normal  on  gross  inspection.     But  in  more  typical  forms  they 
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are  slighlly  or  considerably  enlarged,  the  capsule  is  free,  the  cortex  is 
thickened,  and  either  reddened  or  pale  or  mottled  red  and  gray.  When 
the  interstitial  tissue  is  .edematous  the  cortex  may  appear  translucent. 
The  glomeruli  y  lie  red  or  pale  and  conspicuous  or  normal  in  appear- 
ance. The  pyramids  may  seem  unusually  red  by  contrast  with  the 
thickened  pale  cortex.  In  hemorrhagic  forms  of  acute  nephritis  in 
which  blood  may  collect  in  the  glomeruli  in  the  interstitial  tissue  ami  in 
the  tubules,  the  cortex  may  be  mottled  with  red. 

In  many  forms  of  acute  diffuse  nephritis,  particularly  if  the  inter 
st ilia!  tissue  Ik1  not  considerably  involved,  resolution  may  lake  place. 

The  Excitants  of  Acute  Diffuse  Nephritis. — In  many  eases  of  acute  dif- 
fuse nephritis,  the  process  seems  t<>  lie  due  to  toxic  substances  which  ati- 
formed  under  the  influence  of  micro-organisms  in  other  parts  of  the  t««l\ 
and  presumably  excreted  by  the  kidney  with  whose  cells  Ihcy  come  int.i 
intimate  contact  or  in  whose  metabolism  they  may  share.      Acute  nephritis 
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is  also  induced  by  various  exogenous  poisons,  such  as  corrosive  subli- 
mate, carbolic  acid,  cantharides,  and  many  others;  it  may  occur  with 
extensive  lesions  of  the  skin  and  after  exposure  to  cold.  In  the  acute 
nephritis  following  extensive  burns,  exposure  to  cold,  etc.,  it  is  probable 
that  the  poisonous  products  of  abnormal  body-cell  metabolism  are  the 
direct  excitants. 

Bacteria  may  be  eliminated  from  the  body  through  the  kidney  some- 
times without  inducing  lesions  which  are  demonstrable  with  our  present 
technique.1  The  following  bacteria  have  been  found  by  numerous  ob- 
servers in  the  kidney  and  in  the  urine,  in  acute  diffuse  nephritis:  the 
typhoid  bacillus,  pneumococcus,  streptococcus  and  staphylococcus,  the 
colon  bacillus,  and  others.  The  Plasmodium  malaria?  may  be  present  in 
the  kidney  in  large  numbers.'  To  what  extent  the  kidney  lesions  are  due 
to  the  presence  of  these  organisms  themselves  and  to  what  extent  to  elimi- 
nated toxins  is  not  yet  clear. 

Persistant  and  Advancing  Lesions  following  Acute  Diffuse  Nephritis. 

If  we  follow  the  alterations  which  the  kidney  in  acute  diffuse  nephritis  may  un- 
dergo, if  resolution  do  not  occur,  but  the  process  continues,  we  find  that  in  each  of  the 


three  structural  units  of  the  kidney,  the  glomeruli,  the  tubules,  ami  the  interstitial  tissue 
with  the  blood-vessels,  important  changes  take  plant  which  often  lead  to  slight  or  to 

1  See  Bitdl  and  Kraut,  Arch.  f.  Exp.  Path,  n.  Pliar,,  Btl.  xxxvii..  p.  1,  1M»,  bibli- 
ography; also  t.  Kltrki.  ibid.,  Bd.  xxxix.,  p.  1T3,  \W!\  also  Sittmann,  Dcul.  Arch.  f. 
klin.  Med..  Bd.  liii.,  p.  828.  IBM. 

■'  For  a  study  of  malarial  nephritis,  see  Tfi.iyr,  Am.  Jour  Med.  Sciences,  vol.  exvi., 
p.  560,  189S. 

Sit  for  the  ntud\-  of  a  cane  of  acute  malarial  nephritis  with  large  numbers  of  para- 
sites in  the  kidney,  faring.  Trans   Assn.  Am.  Piiys.,  vol.  xvL,  1W1. 
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marked  deformities  of  the  organ,  and  to  such  minute  changes  as  are  in  fact  charac- 
teristic of  what  we  are  wont  to  cali  chronic  diffuse  nephritis. 

The  capillaries  of  the  tufts  may  become  partly  or  wholly  obliterated  by  a  gradual 
thickening  of  their  walls  and  an  increase  of  the  connective  tissue  between  them,  while 
at  the  same  time  Bowman's  capsule  is  thickened  and  contracts  upon  the  altered  tuft 
(Fig.  337)  with  which  it  may  unite  so  that  the  glomerulus  may  dually  be  represented 
by  a  small,  dense  spheroidal  mass  of  fibrous  tissue  (Fig.  338). 

The  interstitial  tissue  of  the  kidney  may  be  increased  in  patches,  most  often  at  first 
near  the  glomeruli  or  along  the  interlobular  veins.  This  tissue  may  at  first  be  quite 
cellular,  resembling  a  collection  of  small  spheroidal  cells  or  larger  polyhedral  cells, 
among  which  new  fibrillar  stroma  may  develop;  or  there  may  be  a  more  diffuse  in- 
crease of  connective-tissue  cells  and  stroma.  As  this  new-formed  fibrous  tissue  grows 
less  cellular  it  contracts,  the  tubules  which  it  encloses  are  atrophied,  the  epithelium 
may  uudergo  fatty  degeneration  acid  peel  off  or  become 
flattened,  casts  may  be  present  in  the  narrowed  lumen 
and  the  tubules  may  at  last  be  represented  by  a  small 
cluster  of  flattened  cells  without  distinct  tubular  structure, 
or  they  may  disappear  altogether  (Fig.  337).  Such  isle  la 
or  masses  of  new-formed  fibrous  tissue  enclosing  variously 
altered  and  atrophied  remnants  of  glomeruli  and  tubules 
vary  greatly  in  size  and  usually  merge  gradually  into  less 
L,     jfr-f  'J  altered  kidney  tissue.      When  they  are  formed  Dear  the 

-v-'--/''','    «J  surface  of  the  kidney,  the  shrinkage  of  the  fibrous   tissue, 

~50?e  -  .    '"  which  is  continuous  with  the  inner  layers  of  the  capsule, 

.^-ji^v^V-^'  may  draw  the  surface  inward,  leaving  between  the  irregu- 

lar depressions  the  areas  of  less  altered,  or  otherwise  al- 
tered,  kidney   tissue    somewhat    projecting    in   irregular 
knobs  or  granules.     Thus  arise  the  granular  surface  and 
tl8,  the  adhesion  of  the  capsule  which  are  frequent  fu  some 

The  tutt  in  .-imvertwt  Into  a      forms  of  persistent  diffuse  nephritis. 
dense  mass  or  fltwous  tissue.  jn  t|lf,  jlarlB  0f  t|1(,  kidney  less  involved,  or  not    at   all 

involved  in  the  production  of  new  fibrous  tissue,  the  tu- 
bules may  undergo  marked  alterations.  Thus  the  epithelium  may)  be  swollen  and 
coarsely  granular  or  fatty ;  it  may  become  necrotic  so  that  the  nucleus  fails  tii  stain; 
it  may.  when  necrotic  or  degenerated,  peel  off  or  disintegrate  so  that  the  tubules  may 
be  extensively  denuded.  On  the  other  hand,  the  epithelium  may  remain  in  position 
but  be  much  thinner  than  normal,  while  the  lumen  is  largely  dilated.  This  may  lake 
place  by  the  blocking  of  the  tubules  below  by  desquamated  cells  or  by  compression 
of  new-formed  interstitial  tissue.  The  whole  tubule,  not  merely  the  lumen,  may  Ik-  di- 
lated and  irregular  in  shape,  with  well-preserved  or  fatty  or  otherwise  altered  epithe- 
lium.    Casts  of  various  forms  may  lie  present. 

Chronic  Diffuse  Xkpiikitis. 

General  Considerations. — AVc  have  seen  that  when  the  inflammatory 
process  in  the  kidneys,  tit  first  acute,  is  protracted,  both  the  degenerative 
and  the  productive  lesions  may  become  more  marked  and  extensive. 
Tims  willi  a  preponderance  now  of  the  interstitial  alterations  and  again 
ol"  the  degenerative  or  other  changes  in  tin-  parenchyma,  the  kidneys  in 
a  condition  of  chronic  diffuse  nephritis  may  present  a  considerable  va- 
riety in  gross  ;ts  well  as  microscopical  appearance.  They  ate  sometimes 
larger  titan  normal,  us  is  often  though  not  always  (he  case  when  the  par- 
enchyma is  more  conspicuously  involved;  or  smaller,  as  is  usual  when 
the  interstitial  lesions  are  widespread  or  advanced. 
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Although  there  is  no  sharp  line  of  separation,  either  clinical  or  mor- 
phological, to  be  drawn  between  acute  and  chronic  diffuse  nephritis,  it 
is  convenient  to  group  kidney  lesions  in  this  way  with  the  understanding 
that  many  intermediate  forms  exist,  as  must  be  the  case,  since,  as  we 
have  seen,  acute  nephritis  may  pass  gradually  into  the  chronic  form. 

While  acute  diffuse  nephritis  may  be  followed  by  the  alterations 
which  have  just  been  summarized  and  which  are  characteristic  of  certain 
phases  of  chroipc  diffuse  nephritis,  the  latter  process,  it  should  be  remem- 
bered, is  by  no  means  always  or  usually  preceded  by  an  acute  form  of  in- 
flammation. 

In  some  phases  of  chronic  diffuse  nephritis,  although  interstitial 
alterations  are  present,  the  lesions  of  the  tubules  may  be  the  most  prom- 
inent feature ;  thus  albuminous  and  fatty  degeneration,  disintegration, 
flattening  and  peeling  of  thfe  epithelium,  the  formation  of  casts,  the  dila- 
tation of  the  tubules,  etc.,  may  be  most  conspicuous.  In  another  mor- 
phological group  of  kidneys  in  chronic  diffuse  nephritis,  while  there  are 
many  alterations  in  the  tubules,  the  most  marked  change  is  the  increase 
in  amount  and  the  subsequent  contraction  of  the  interstitial  fibrous  tissue 
with  atrophy  of  the  tubules  and  glomeruli  and  the  consequent  diminu- 
tion in  size  and  alteration  in  shape  and  consistence  of  the  organ.  Be- 
tween these  extremes  of  lesion  there  are  all  intermediate  forms,  in 
kidneys  which  are  larger  than  normal,  of  normal  size,  or  smaller  than 
normal. 

In  endeavoring  to  classify  or  group  the  lesions  in  chronic  diffuse 
nephritis,  one  encounters  difficulties  similar  to  those  which  beset  a  like 
attempt  in  the  acute  forms  of  renal  inflammation.  But  the  difficulties  are 
enhanced  in  the  former  case  by  the  fact  that  the  conditions  under  which 
the  lesions  develop  are  far  more  diverse  and  variable  and  at  the  same 
time  are  often  much  more  obscure. 

If  we  leave  out  of  sight  for  the  moment  the  conditions  under  which 
chronic  diffuse  nephritis  may  arise  and  the  direct  excitants  which  with 
more  or  less  certainty  can  be  fixed  upon  as  important  and  confine  our 
attention  to  morphology,  it  is  at  least  convenient  to  place  in  one  group 
as  above  indicated  kidneys  in  which,  while  there  may  be  important 
changes  in  the  glomeruli  and  in  the  interstitial  tissue,  the  most  marked 
lesions  are  in  the  tubular  epithelium.  This  may  conveniently  be  called  the  | 
parenchymatous  or  degenerative  type  of  chronic  diffuse  nephritis. 

On  the  other  hand,  there  is  another  large  and  important  class  of  kid- 
neys which  are  characterized  morphologically  by  a  relatively  prominent 
increase  in  the  amount  of  interstitial  fibrous  tissue  with  associated  destruc- 
tion by  atrophy  or  otherwise  of  the  tubular  structures.  This  may  be 
called  the  interstitial  type  of  chronic  diffuse  nephritis. 

In  considering  this  in  many  respects  artificial  grouping  of  persistent 
inflammatory  kidney  lesions,  it  should  l>e  remembered  that  while  the 
parenchymatous  and  the  interstitial  types  of  lesion  may  originate  as  such 
and  so  persist,  the  lesion  of  the  parenchymatous  type  may,  as  the  disease 
progresses,  assume  the  characters  of  the  iuterstitial  form. 
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Parenchymatous  Type  of  Chronic  Diffuse  Nephritis. — This  may  originate 
in  an  acute  diffuse  nephritis  but  more  frequently  develops  independently 
of  this.  As  in  other  forms  of  diffuse  nephritis,  the  tubules,  the  glom- 
eruli, and  the  interstitial  tissue  are  more  or  less  involved.  The  lesions 
are  most  marked  in  the  cortex  (Fig.  339),  and  here  the  epithelium  may 
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FIC.  33B.-  CHRONIC:  D1FPISE  Nkphritis—  PARKKCHTMAtOCS  TTPt 
AI  [hi'  lr>fi  In  h  i>anil  uf  new-Tunned  nnroiia  tlwue  with  atmphy  of  tubulin  and  tvrilliur  and  prvtlferm- 
tton  tif  the  i'ii|muI<*  rptb :  In  U.e  (.i-ntrni  iKinlnm  the  tubular  epithelium  In  dlslutegrMlnK  »1  ibe  edjrra,  while 
at  the  rlirhl  Hi"  lunifim  «f  the  tubule*  kit  nllai.il.  with  flaiteulnjr  Hi  tin-  epithelium. 

l»c  swollen  and  coarsely  granular  or  is  often  fatty.  Droplets  of  clear 
fluid  may  form  within  the  epithelium — so-called  "vacuoles."  The  epi- 
thelium may  be  flattened  or  it  may  ]>eel  off  or  disintegrate  and  the  cells 
and  cell  detritus  together  with  leucocytes,  red  blood  cells,  and  casts  may 
collect  in  the  irregular  and  often  widened  lumiua.  The  casts  may  lie 
hyaline  or  gninular  or  epithelial,  or  they  maybe  covered  with  leucocytes 
or  red  blond  cells.  In  the  glomeruli,  the  tuft  and  capsule  cells  may 
swell  and  prolifenite  and  peel  off  (Fig.  3401 ;  albuminous  fluid  which  in 
sjH-ciincns  hardened  in  alcohol  is  represented  by  agranular  precipitate 
may  be  present  in  the  intracapsular  space  and  in  the  tubules.  The  in- 
terstitial tissue  may  he  increased  in  amount,  usually  in  circumscribed  re- 
gions, and  here  the  enclosed  tubules  are  atrophied.  Sot  infrequently, 
more  or  less  extensive  liieinorrliages  occur. 

If  the  disea.se  have  been  of  long  standing  the  new-formed  interstitial 
tissue  may  be  present  in  considerable  amount  with  much  destruction  of 
the  tubules.  The  glomeruli  maybe  compromised  by  the  thickening  of 
Bowman's  capsule  and  the  obliteration  of  the  capillaries,  so  that  at  length 
the  tuft  and  capsule  may  fuse  and  the  glomeruli  may  lie  represented  by 
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dense  fibrous  nodules  (Fig.  338).  The  growth  of  interstitial  tissue  in 
patches  may,  when  near  the  surface  of  the  organ,  bind  the  capsule  to  the 
kidney  so  that  in  its  removal  small  musses  of  the  parenchyma  may  be 
stripped  off,  leaving  a  rough  surface  on  which  grayish  depressed  areas, 
corresponding  to  the  interstitial  growth,  are  intermingled  with  more  pro- 
jecting light  or  yellowish  portions,  in  which  albuminous  or  fatty  degen- 
eration of  the  tubular  epithelium  may  be  marked  and  extensive.  Very 
often  the  new  fibrous  tissue  develops  along  the  course  of  the  interlobular 
vessels  so  that  cylindrical  or  narrow,  wedge-shaped  areas  are  affected,  ex- 
tending inward  from  the  capsule  (Fig.  341).  Amyloid  degeneration  in- 
volving the  capillary  tufts,  the  vasa  recta,  and  the  larger  arterial  trunk 
is  common. 

Such  kidneys  as  have  just  been  described  present  varying  gross  ap- 
pearances which  are  dependent  upon  the  character,  extent,  and  distribu- 


tion of  the  lesions.  Some  are  larger  than  normal  with  a  thickened  whit- 
ish or  yellowish  cortex.  These  are  often  called  targe  trkite  kidney*.  But 
kidneys  with  essentially  similar  lesions  are  not  always  large,  are  often 
nearly  normal  in  appearance,  or  may  be  smaller  and  with  a  cortex  thinner 
than  normal.     If  hemorrhage  into  the  tubules  or  interstitial  tissue  be  a 
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marked  feature  of  tbe  lesion,  the  cortex  may  be  reddish  or  mottled  red 
and  yellow.     Such  are  the  so-called  targe  red  kidtrip. 

Arteriosclerosis  and  cardiac  hypertrophy  frequently  accompany  this 
type  of  kidney  lesion. 

Intentitial  Type  of  Chronic  Diffuse  Hephritw. — Tbe  type  of  chronic  dif- 
fuse nephritis  iu  which  the  growth  of  interstitial  tissue  is  conspicuous, 
which  may  !*■  called  the  interstitial  or  induratire  type,  apparently  some- 
times represents  a  later  phase  of  the  parenchymatous  type ;  or  it  may  re- 
sult fruii)  chronic  congestion,  or  be  associated  with  arteriosclerosis ;  bat 
it  appears  to  be  more  fre- 
quently an  independent  proc- 
ess. As  tbe  new  interstitial 
tissue  which  is  formed  in 
patches  or  streaks  or  large 
masses  gradually  becomes  less 
cellular,  more  dense,  and 
shrinks,  the  kidneys  are 
usually  smaller  than  normal 
and,  owing  to  the  uneven  dis- 
tribution of  the  lesion,  rough 
upon  the  surface  when  the 
thickened  and  adherent  cap- 
sule is  stripped  off.  The 
areas  of  the  cortex  in  whieh 
the  fibrous  tissue  is  most 
abundant  ( Fig.  342 )  are 
grayish  or  translucent  and  de- 
pressed, while  the  parenchy- 
ma between,  often  fatty,  pro- 
jects as  yellowish  rounded 
knobs  or  granules.  This  con- 
dition is  therefore  sometimes 
«,.«,„*  .  «*****!  m.*,<  newt.,™*!  ik.  «-     sl»"k'*11  of  «  "gnumlar  afro- 

ifiullnir  ImviiM  [r<dn  rh«  i-apaulv  <>[  tiu>  tldnoT.  to  «hkta  It       pllV,"  and    SUCh    kidllCVS     are 

MnXi'"^^.^  oft™    cal,ed    "granular  kid 

rniiw ••loiiiPiiai vtwngv*.  ueys "     or    "atrophied    kid- 

neys. "  Tlie  tissue  is  firm  and 
resistant  to  Hie  knife;  and  on  section  the  cortex  is  seen  to  be  in  general 
thinned,  often  extremely  so,  some  portions  being  much  more  atrophied 
than  others.  Cysts  of  various  sizes  may  be  formed  from  dilatation  and 
coali-sct-nec  of  tubules.  The  cortex  is  usually  more  involved  than  the 
medulla.     The  tat  with  which  the  kidney  is  surrounded  is  often  largely 

On  microscopical  examination  the  new-formed  interstitial  tissue  is 
souii'timcs  in  patches  (Fig.  313)  or  streaks  along  the  course  of  the  in- 
terlobular vessels,  with  less  affected  regions  between  them.  In  these 
fibrous  portions  there  may  be  flattening  of  the  epithelium  and  various  de- 
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greea  of  atrophy  or  complete  destruction  of  the  epithelium  and  the  tu- 
bules. Between  these  fibrous  regions,  little  altered  tubules  may  be  pres- 
ent or  those  with  granular  and  fatty  degeneration,  exfoliation,  aud  dis- 
integration of  the  epithelium.  Various  forms  of  casts  may  be  present  in 
the  tubules;  the  epithelium  may  be  flattened  with  enlargement  of  the 
lumen.  The  glomeruli  are  variously  altered ;  thus  there  may  be  thicken- 
ing of  the  capillary  walls  and  of  Bowman's  capsule  (Fig.  344),  increase 
and  exfoliation  of  the  tuft  and  capsular  epithelium,  or  a  more  or  less 
complete  conversion  of  the  glomerulus  into  a  knob  of  dense  fibrous  tissue. 


»3&£» 
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Pltl.  3*2.—  CHRONIC  Dim*»K  NIPHBITIS-ATIlOMtlgD  K1DHKY. 

■  capsule  is  tnlrtened  and  adherent,  especially  to  the  dense  mu  of  fibroin  tl« 
In  which  the  tubules  are  greatly  atrophied.  At  the  right  the  parenchyma  1b  lew 
Inn  n[  me  tubulea  are  dilated,  tbe  epfUKllum  la  degenerating  and  flattened. 


Ill  advanced  phases  of  the  lesion  the  kidney  may  be  very  small ;  then 
a  huge  part  of  the  tissue  is  involved;  aud  while  the  atrophy  is  always 
more  marked  in  some  places  than  In  others,  it  is  often  difficult  to  find 
any  normal  structural  elements. 

Fibrous  thickening  of  the  walls  of  the  arteries  and  veins  of  the  kid- 
ueys  is  usual  in  this  type  of  chronic  diffuse  nephritis  (Fig.  345). 
Amyloid  degeneration  of  the  vessels  is  not  infrequent.  The  heart  is 
often  greatly  hypertrophied  and  general  arteriosclerosis  is  common. 

Variations  in  Type  in  Chronic  Diffuse  Nephritis. — There  are  many  vari- 
ants in  the  two  types  of  chronic  diffuse  nephritis  which  we  have  briefly 
descrilied.  It  is  possible  to  indicate  in  a  general  way  morphological 
appearances  which  are  frequently  present  and  more  or  less  character- 
istic of  each  of  the  variants  when  the  kidney  lesions  occur  in  connection 
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with  either  gout  or  chronic  visceral  congestion  or  arteriosclerosis  or 
syphilis.     But  these  variations  in  form  cannot  be  further  considered  here. 


Fin.  3W.-CHBOSIC  D 

dfiiw-  am!  aiimua  In  type.  Ii 


n  Is  til  (art  11.  t- 


The  diverse  appearances  which  the  kidneys  present  in  chronic  diffuse 
nephritis  are,  as  we  have  seen,  largely  due  to  variations  in  loeal  and  jrcn- 
eral  tissue  vulnerability  or  to  the  rapidity  and  to  the  stage  of  develop- 
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ment  of  the  lesions  as  well  as  to  the  nature  of  the  excitants.  But  acute 
inflammatory  processes  not  infrequently  supervene  in  kidneys  which  are 
the  seat  of  slowly  developed  chronic  processes;  so  that  lesions  typical  of 
both  acute  and  chronic  nephritis  are  not  infrequently  associated.  Finally 
it  is  evident  that  the  grouping  of  the  kidneys  in  chronic  diffuse  nephritis 
in  accordance  with  the  structural  elements  of  the  organ  most  conspicu- 
ously involved  is  essentially  artificial,  since  this  in  many  cases  is  simply 
an  indication  of  the  period  of  the  disease  at  which  the  patient  died. 

The  Excitants  of  Chronic  Diffuse  Nephritis. — The  conditions  under  which 
chronic  diffuse  nephritis  occurs  are  most  diverse.  Thus,  judging  from 
the  clinical  history,  it  may  be  a  primary  process;  it  may  follow  infec- 
tious diseases  either  with  or  without  a  previous  acute  nephritis;  it  is  not 
infrequently  associated  with  gout  and  syphilis,  with  lead  poisoning,  with 
excessive  use  of  alcohol,  with  arterio-sclerosis,  with  general  chronic  con- 
gestion   of    the    viscera,    with    chronic 

suppurative  and  tuberculous  processes,  ♦P4^^:*^«x 

and  appears  in  many  cases  to  develop  -  .-i^l?  — r-^-ft^^'K. 

under  the  influence  of  dietetic  excesses 

and    protracted    gastrointestinal  d  i  s  -         ^    f .       ,  -  #  *     - 

orders.      The    nature    of  the  excitants      '  i\  f/t   t  ''\^Z  ~ .  .'^  x  .»'l\$ 
under  these  various  conditions  is  most       •:?:>.«".*      /  J*    ,  (  |"*£ 

obscure.  Although  in  gout,  lead  poison-  ^\v  **  \s~~^*^  r't  f  f V  $ 
ing,  alcoholism,  etc.,  a  fairly  definite  '  £*  v .  V  S  .**  ~*^  '  '  /  .'%• 
inciting  toxic  agency  maybe  assumed, 
the  exact  mode  of  action  of  such  ex- 
trinsic or  intrinsic  poisons  is  almost 
wholly  unknown.  In  regard  to  other 
excitants  of  chronic   diffuse   nephritis,        F,r"  m  (liROX,c  obliterating  end- 

*  ARTKRITIS      IN     AN     ATROPHIED      KIDNEY 

the   prevalent   views  as  to  the  impor-      with  chronic  diffise  nephritis. 
tance  of  disturbed  metabolism    in    the 

body  which  may  lead  to  the  excretion  of  abnormal  harmful  products 
favor  the  conjecture  that  in  many  cases  at  least  both  the  degenerative 
and  the  productive  processes  may  be  the  marks  of  a  persistent  auto- 
intoxication. 

The  relationship  between  arterio-sclerosis  and  chronic  kidney  lesions 
is  not  clear.  Nor  is  it  certain,  assuming  the  initial  importance  of  ob- 
structive vascular  lesions,  whether  the  new  formation  of  fibrous  tissue 
should  be  regarded  as  a  primary  productive  inflammation  or  as  replace- 
ment hyperplasia  secondary  to  epithelial  degeneration  and  tubular 
atrophy. 

It  should  be  remembered  that  in  most  cases  the  lesions  of  chronic 
diffuse  nephritis  are  not  independent,  but  are  usually  associated  with 
those  of  other  viscera.  The  significance  of  this  association  varies  greatly. 
While  the  kidney  lesions  may  be  primary  they  are  very  often  secondary 
to  other  visceral  abnormalities,  or  the  whole  series  of  lesions  may  be  de- 
pendent upon  a  common  known  or  unknown  etiological  factor. 
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Tuberculous  Nephritis. 


Miliary  tubercles  may  be  present  in  the  kidney  in  general  acute  mili- 
ary tuberculosis  or  in  a  localized  tuberculous  inflammation  which  is  most 
marked  elsewhere.  Renal  tuberculosis  is,  however,  most  often  associated 
with  tulH-rculous  processes  iu  other  parts  of  the  geuito- urinary  tract.     It 


is  nol  infrequently  primary  in  the  kidney  and  then  is  often  unilateral.  If 
only  one  kidney  be  involved  the  other  may  become  the  seat  of  chronic 
diffuse  nephritis  with  waxy  degeneration  of  the  walls  of  the  arteries. 
TulH'i-culmiH  inflammation  may  occur  in  a  kidney  already  the  seat  of 
chronic  inflammatory  changes. 

The  process  is  apt  to  begin  in  the  mucous  membrane  of  the  pelvis  and 
calyces,  and  extends  from  thence  first  to  the  pyramidal  and  afterward  to 
the  cortical  portion  of  the  kidney.  In  the  mucous  membrane  of  the 
pelvis  and  calyces  there  is  a  growth  of  new  cellular  tissue  studded  with 
tubercle  gnnmla;  while  the  epithelial  cells  proliferate,  become  deformed, 
and  desquamate.  This  process  is  often  soon  followed  by  cheesy  degen- 
eration of  the  inflammatory  products.  Similar  changes  occur  in  the 
kidney  which  may  become  extensively  involved  and  largely  destroyed. 
The  portions  of  the  organ  which  do  not  share  directly  in  the  tuberculous 
process  often  develop  lesions  of  the  interstitial  type  of  chronic  diffuse 
nephritis  or  of  suppuration.  Thus  the  kidney  may  become  hollowed  out 
into  a  series  of  ragged  cavities  with  caseous  and  disintegrating  walls 
(Fig.  :H«.. 

Sometimes  the  process  comes  to  a  standstill,  and  then  the  caseous  por- 
tions may  be  infiltrated  with  salts  of  lime. 
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Syphilitic  Inflammation. 


Gn  hi  mat  a  of  the  kidney  are  of  occasional  occurrence.  A  close  rela- 
tionship between  syphilitic  arteritis  and  atrophied  forms  of  chronic  dif- 
fuse nephritis  seems  probable.' 

SUPPURATIVE  PYELITIS  AND  PYELONEPHRITIS. 

Suppurative  Pyelitis  is  often  associated  with  suppuration  of  the  kid- 
ney substance,  more  frequently,  with  a  similar  process  in  the  bladder  or 
ureters.  But  it  may  occur  by  itself.  It  is  incited  by  the  same  micro- 
organisms as  are  concerned  in  the  induction  of  the  associated  lesions  in 
the  kidney  and  bladder ;  in  the  latter  case,  it  is  most  often  the  Bacillus 
col i  communis,  the  Streptococcus  pyogenes,  and  Staphylococcus  pyogenes. 

The  mucous  membrane  of  the  pelvis  may  be  congested,  thicker  and 
more  opaque  than  normal,  and  coated  with  pus  or  with  patches  of  fibrin. 
The  presence  of  pelvic  calculi  is  to  be  regarded  as  a  predisposing  rather 
than  as  a  direct  inciting  agent  in  suppurative  pyelitis. 

Suppurative  Ureteritis. — The  conditions  under  which  suppurative  in- 
flammation of  the  ureter  occurs  are  similar,  as  is  the  general  appearance 
of  its  mucous  membrane,  to  those  just  indicated  in  the  pelvis. 


FIO.  MT.— CHKONIC  PrtLO-NW 

Stowing  dilatation  of  toe  prlTla  ai 

Suppurative  Pvelo-Kephritu  with  Cystitis. — In  this  association  of  lesions 
of  the  bladder  and  kidneys,  which  is  usually  initiated  by  the  inflamma- 
tion of  the  bladder,  the  affection  of  the  kidneys  is  commonly  bilateral. 
The  suppurative  areas  in  the  kidney  may  be  in  the  form  of  small  ab- 
scesses scattered  through  the  kidneys,  or  in  the  form  of  elongated  whitish 
streaks  or  wedges  between  the  tubules.  The  purulent  foci  arc  often  sur- 
rounded by  a  red  zone  of  congestion. 

1  For  bibliography  see  Delaware,  Giiz.  d.  HApItmus,  May  13th,  1900. 
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The  kidney  tissue  in  the  vicinity  of  the  abscesses  may  be  necrotic,  the 
outlines  of  the  cells  being  preserved  but  their  nuclei  absent  or  not  re- 
vealed by  the  usual  staining  agents. 

The  infective  agent  may  traverse  the  ureters  in  passing  from  the 
inflamed  bladder  to  the  kidneys,  leaving  the  mucous  membrane  of  the 
ureter  intact. 

Chronic  Pyelo-Nephritis. — Chronic  cystitis  or  calculi  in  the  pelvis  of 
the  kidneys  may  set  up  a  chronic  inflammation  which  involves  both  the 
pelvis  and  calyces  and  the  kidney  tissue.  The  mucous  membrane  of  the 
pelvis  and  calyces  is  thickened,  the  epithelial  layer  is  changed,  there  is 
a  growth  of  granulation  tissue  beneath  the  epithelium,  and  there  may  lie 
little  polypoid  outgrowths.  The  surface  of  the  mucous  membrane  is 
coated  with  pus  or  fibrin,  or  the  cavity  of  the  pelvis  and  calyces  are  di- 
lated and  distended  with  purulent  serum  (Fig.  347). 

The  kidney  itself  is  the  seat  of  a  chronic  interstitial  inflammation 
with  the  i>roduction  of  new  connective  tissue,  and  sometimes  of  pus,  with 
obliteration  of  the  renal  tubules. 

HYDRONEPHROSIS. 

Dilatation  of  the  pelvis  and  calyces  of  the  kidneys  may  be  congenital 
and  may  be  associated  with  other  malformations.  The  pelves  and  caly- 
ces of  both  kidneys,  and  the  ureters,  are  distended  with  urine;  the  blad- 
der may  be  also  distended  and  its  wall  hypertrophied.  The  urethra  may 
Ik*  closed,  or  no  obstruction  can  be  demonstrated. 

In  adults  hydronephrosis  may  follow  mechanical  obstruction  of  the 
urethra  or  ureters,  from  inflammation,  tumors,  or  calculi.  According 
to  the  position  of  the  obstruction,  either  one  or  both  kidneys  are  in- 
volved. 

The  pelvis  and  calyces  are  dilated,  sometimes  enormously,  and  rilled 
with  urine  alone  or  urine  mixed  with  pus.  The  kidney  tissue  is  flat- 
tened and  thinned  over  the  distended  cavities.  Tts  texture  may  remain 
unchanged,  or  there  may  be  developed  suppurative  pyelonephritis  or 
chronic  diffuse  nephritis. 

PERINEPHRITIC   SUPPURATION. 

The  loose  connective  tissue  about  the  kidney  may  become  the  seat  of 
suppurative  inflammation.  This  may  follow  mechanical  injury  or  may 
lx»  secondary  to  suppurative  or  other  inflammatory  processes,  such  as 
caries  of  the  spine,  empyema,  pelvic  cellulitis,  puerperal  parametritis, 
perityphlitis,  and  suppurative  nephritis.  It  may  1m?  associated  with 
acute  infect  ions  diseases  in  children.  The  suppuration  may  extend  back- 
ward through  the  muscles;  downward  into  the  iliac  fossa,  the  i>erineum, 
the  bladder,  the  scrotum,  or  the  vagina;  forward  into  the  peritoneal  cav- 
ity or  the  colon;  or  upward  through  the  diaphragm. 

The  kidney  itself  may  be  simply  compressed  by  the  abscess  or  In- 
come involved  in  the  suppurative  process. 
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OT8T8  IN  THE  KIDNEYS. 

Cysts  are  formed  in  the  kidneys  both  during  intra- uterine  and  extra- 
uterine life. 

Congenital  Cystic  Kidneys  are  often  striking  objects.  Either  one  or 
both  kidneys  may  be  greatly  enlarged  and  converted  into  a  mass  of  cysts 
(Fig.  348).  The  cysts  are  of  various  sizes  and  are  separated  from  each 
oilier  by  fibrous  septa  or  compressed  kidney  tissue.  They  may  contain 
a  clear  yellow,  acid  fluid  hold- 
ing in  solution  the  urinary 
salts;  or  the  fluid  is  turbid 
anil  brown,  and  contains  blood, 
uric -acid  crystals,  and  choles- 
t priii.  The  cysts  are  often 
lined  with  a  single  layer  of  flat, 
polygonal  cells.  Some  of  them 
seem  to  be  formed  by  a  dilata- 
tion of  the  tubules  and  of  the 
capsules  of  the  Halpighiau 
bodies.  As  causes  for  such 
dilatations  there  may  be  found 
obliteration  of  the  tubes  in  the 
pnpilhe,  and  stenosis  of  the 
pelvis,  ureters,  bladder,  or  ure- 
thra. Other  congenital  mal- 
formations are  often  associated 
with  this. 

Cysts  of  the  Kidney  in  the 
Adult  may  be  single  and  occur 
in  otherwise  normal  organs. 
There  may  be  one  or  more 
cysts  filled  with  clear  or  brown 
serum  or  gelatinous  material. 
These  cysts  do  not  appear  to 
interfere  with  the  function  of 
the  kidneys. 

In  chronic  diffuse  nephritis, 
especially  in  the  atrophic  form,  groups  of  tubes  may  be  dilated.  Ap- 
parently one  or  more  of  the  larger  tubes  in  the  pyramids  is  obstructed, 
and  this  causes  dilatation  of  a  corresponding  group  of  tubes.  Such  a  dila- 
tation may  be  moderate  in  size,  or  it  may  form  cysts  visible  to  the  naked 
eye.  Occasionally  both  kidneys  are  very  much  enlarged  and  converted 
into  a  mass  of  cysts  containing  clear  or  colored  serum  or  gelatinous  ma- 
terial. The  nature  of  these  cysts  is  uncertain:  they  may  l>o  congenital. 
Thev  are  sometimes  associated  with  similar  cvsts  in  the  liver.' 
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RENAL    CALCULI. 


In  the  kidneys  of  new-born  children,  from  the  first  to  the  fourteenth 
day  after  birth,  the  large  tubes  of  the  pyramids  often  contain  small, 
brownish,  rounded  bodies  composed  of  the  urates  of  ammonium  and  so- 
dium. Similar  masses  may  also  be  present  in  the  calyces  and  pelves. 
In  still-born  children  these  masses  are  usually  absent.  The  carbonate 
and  phosphate  of  lime  may  be  deposited  in  the  tubes  of  the  pyramids,  in 
the  form  of  while  linear  masses,  in  the  kidneys  of  old  persons  and  of 
those  who  have  suflei-ed  from  destructive  diseases  of  the  bones. 

Urate  of  soda  in  the  form  of  acicular  crystals  is  deposited  both  in  the 
tubes  and  stroma  of  the  kidneys  of  gouty  persons. 

Concretions  of  the  urinary  salts  are  often  formed  in  the  pelves  of  the 
kidneys.  They  may  remain  there  as  rounded  masses,  or  they  may  attain 
a  large  size  and  be  moulded  into  the  shape  of  the  pelvis  and  calyces. 
Smaller  calculi  may  pass  into  the  ureter  and  either  become  impacted 
there  or  pass  through  it  into  the  bladder.  The  most  common  form  of 
calculus  is  that  composed  of  uric  acid.  But  they  may  also  be  formed  of 
uric  acid  with  a  shell  of  oxalate  of  lime,  or  of  oxalate  of  lime  alone,  or 
of  the  phosphates,  or  of  cystin. 

The  most  serious  result  of  the  presence  of  these  calculi  is  the  occlu- 
sion of  the  ureters  or  the  incitement  of  pyelonephritis. 

TUMORS. 

Small  fibromata,  lipomata,'  myomata,  and  angiomata  may  occur  in  the 
kidney  and  with  the  exception  of  the  fibromata  are  most  common  in  the 
cortical  portion.     Papilloma  may  form  in  the  mucous  membrane  of  the 
pelvis.       Sarcoma,  myxosarcoma,  and 
endothelioma,   often    of    large    size, 
may  develop  in  the  kidney.     These 
tumors  are  frequently  soft  and  vas- 
cular anil  ate  prone  to  ha>morrhage. 
Primary  sarcoma  of  the  kidney  is 
'       common     in    children.      Secondary 
,1      y  *        Niioniia  i>f  I  hi-  kidney  is  not  rare. 

Adenoma   is  of    frequent   occur- 

t}\ilft        ivnce   in    (lie    kidneys.     It   usually 

\       originates  in  the  cortex  and  may  he 

i       invisible,  in*  not  larger  than  a  pea 

( Fig.  :(40j  "i*  it  may  invade  the  ine- 

'*    j       diilla  or  largely  replace  the  kidney. 

Tin'  adenomata  are  usually  light  in 

'  Sit-  U-i  •.Imlics  mill  liiMio^rnphv  of 
Hponm  Vteirh  Zli-gW**  Reiir  i  path. 
A.„.[  .  H.1  win  .,  |].i3.  IMPS.  nlw.  Jfflkr 
Vin'ltow'a  Arc].     Bd.  tx\\  .  p   839.  18W 
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color  save  when  very  vascular  with  ha-morrhage,  ami  they  may  be  sepa- 
rated from  the  kidney  structure  by  a  fibrous  capsule.  Such  tumors  are 
not  rare  in  children.1 

There  are  two  principal  varieties  of  these  tumors,  the  papillary  and 
the  alveolar,  which  are,  however,  closely  related. 

1.  Pupillary  Adenoma. — There  are  cavities  of  different  sizes,  from  the 
walls  of  which  spring  branching  tufts  covered  with  cylindrical  or  euboi- 
dal  epithelium  (Fig.  350).     These  tufts  nearly  fill  the  cavities. 

2.  Alveolar  Adenoma. — There  is  a  connective-tissue  framework  en- 
closing small  round,  oval,  or  tubular  alveoli,  lined  or  filled  with  cells 
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(Fig.  351).  The  cells  are  usually  large  and  may  be  cylindrical,  cuboi- 
dal,  or  polyhedral,  and  may  be  pigmented  in  a  manner  similar  to  the 
cells  of  the  adrenals. 

Fatty  degeneration  of  the  epithelium  may  be  excessive  and  glycogen 
may  form  in  the  cells.  In  these  tumors  the  stroma  may  be  present  in 
considerable  quantity,  or  the  blood-vessels  may  form  conspicuous  fea- 
tures, or  a  cystic  distention  of  the  alveoli  may  occur.  Large  areas  in 
these  tumors  may  become  necrotic.  Many  of  these  tumors  appear  to 
have  developed  from  adrenal  cells  astray  in  the  kidneys.  They  may 
form  metastases. 

The  relationship  between  true  adenoma  of  the  kidney,  adenomata 
which  appear  to  develop  from  strayed  adrenal  elements,  and  similar 
>8eeEnffdken,  Ziegler's  Btitr.,  BU.  ml.,  p.  330.  1899,  bibliography. 
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tumors  which  are  regarded  by  some  observers  as  endotheliomata  or  endo- 
thelial sarcomata,  and  certain  forms  of  angiosarcoma,  is  not  yet  alto- 
gether clear. ' 

Primary  carcinoma  of  the  kidney  is  rare,  adenoma  being  frequently 
mistaken  for  it.     Secondary  carcinoma  is  not  infrequent 

PABABITEB. 

EchinococcuB,  in  its  ordinary  form  of  mother  and  daughter  cysts,  is 
sometimes  found  in  the  kidney.  The  cysts  may  open  into  the  pelvis  of 
the  kidney,  into  the  pleura,  or  through  the  wall  of  the  abdomen. 


CysticercaE  celluloste  is  of  very  rare  occurrence.  FUaria  •angoinu 
hominis  is  found  in  the  arteries,  veins,  lymphatics,  and  stroma,  and  may 
pass  into  the  urine.  Strongylns  gigaa  has  been  found  several  times  in  the 
pelvis  of  the  kidney. 

The  Urinary  Bladder, 

Malformations. 

AiiskM'K  ok  THK  Bi.aodkk  is  <■!  run:  occurrence.  The  bladder  may  be  very  small, 
tin'  urine  passing  almost  directly  into  Mie  urt'tlini.  The  bladder  may  be  separated  iulo 
hij  u|1|kt  and  11  lower  portion  by  a  eircular  const ric( ion.     It  may  be  completely  divided 

For  ii  c.-m-ful  study  of  tumors  mill  other  prowl  lis  in  the  kidney  see  Krlguaft, 
u  lliiuil  I  Iron I  \i>,"  islis.  l]ililinirrii]>liv  ;  also  references  to  liiblioirmphv,  l)usv.  Virchow '» 

Aivh..   11,1    ,  Ivii  .   ,.p.  a-IH.  :177.  ISIM:  also  h\lh,.  Philadelphia  Med.  .lour.,  vol.  H-.  1888, 
|.j:,  ;J-':i    -,>sj.  tiil.lioirnipliv  :   also  U»rkhmlt.  Deutsche  Zeits.   fur.  CUir.,  Bd.  Iv„  p.  91. 


THE   URINARY   ORGANS.  593 

by  a  vertical  septum  into  two  lateral  portions.  Diverticula  of  the  wall  of  the  bladder 
are  sometimes  found  in  new-born  children.  Partial  or  complete  closure  of  the  neck  of 
the  bladder  may  occur.  This  may  lead  to  hydronephrosis,  or  the  urine  may  be  dis- 
charged through  the  open  urachus. 

Exstroversion  of  the  bladder  is  one  of  the  most  frequent  malformations,  and  may 
occur  in  either  sex.     It  presents  several  varieties: 

1.  The  umbilicus  is  lower  down  than  usual,  the  pubic  bones  are  not  united  at  the 
symphysis,  the  pelvis  is  wider  and  shallower  than  it  should  be.  Between  the  umbilicus 
and  pubes  the  abdominal  wall  is  wanting.  In  its  place  is  a  projecting,  ovoid  mass  of 
mucous  membrane,  in  which  may  be  seen  the  openings  of  the  ureters.  The  penis  is 
usually  rudimentary;  the  urethra  is  an  open  fissure  (epispadias) ;  the  clitoris  may  be 
separated  into  two  halves.  The  ureters  usually  open  normally ;  sometimes  their  open- 
ings are  displaced  or  are  multiple.     They  may  be  dilated. 

2.  There  may  be  a  fissure  in  the  abdominal  wall,  filled  up  by  the  perfectly  formed 
bladder. 

3.  The  umbilicus  may  be  well  formed,  and  there  is  a  portion  of  abdominal  wall 
between  it  and  the  exstrophied  bladder. 

4.  The  external  genitals  and  urethra  may  be  well  formed,  and  the  symphysis  pubis 
united,  while  only  the  bladder  is  fissured. 

5.  The  genitals,  urethra,  and  symphysis  may  be  well  formed,  the  bladder  closed 
except  at  the  upper  part  of  its  anterior  wall.  The  bladder  is  entirely  or  in  part  inverted 
and  pushed  through  the  opening  in  the  abdominal  wall. 

The  Urachus  normally  remains  as  a  very  small  canal,  5  to  7  cm.  long,  with 
a  small  opening  into  the  bladder,  or  entirely  closed  at  that  point.  If  there  is  a  congen- 
ital obstruction  to  the  flow  of  urine  through  the  urethra,  the  urachus  may  remain  open 
and  the  urine  pass  through  it.  Or  the  bladder  may  present,  even  in  the  adult,  a  slender 
distention  reaching  close  to  the  umbilicus  as  the  result  of  a  persistent  urachus. 


Changes  in  Size  and  Position. 

Dilatation. — This  may  be  general  or  partial,  leading  to  the  formation  of  diver- 
ticula. 

General  dilatation  of  the  bladder  is  produced  by  the  accumulation  of  urine  in  con- 
sequence of  some  mechanical  obstacle  to  its  escape,  or  of  paralysis  of  the  muscular 
walls  of  the  organ.  The  dilatation  is  usually  uniform  and  may  be  very  great,  so  that 
the  bladder  may  reach  to  the  umbilicus.  If  the  walls  of  the  bladder  are  paralyzed,  or 
the  obstruction  occurs  suddenly  or  is  complete,  the  wall  of  the  bladder  is  thinned. 
When  an  incomplete  obstruction  exists  for  some  time  the  walls  of  the  bladder  are  apt 
to  hypertrophy,  so  that,  although  the  bladder  is  larger  than  normal,  the  walls  may  not 
onlv  be  of  the  usual  thickness,  but  even  very  much  thicker.  In  the  foetus  dilatation  of 
the  bladder  may  reach  such  a  size  as  to  interfere  with  delivery. 

The  retained  urine  in  dilated  bladders  is  liable  to  decomposition,  from  the  presence 
of  bacteria,  and  this  may  lead  to  inflammation  or  gangrene  of  the  mucous  membrane. 

Diverticula  of  the  bladder  may  be  produced  by  the  pouching  out  of  circumscribed 
portions  of  the  wall  of  the  bladder,  the  wall  of  the  pouch  containing  all  the  layers  of 
the  bladder  wall.  More  frequently,  however,  they  are  produced  by  a  protrusion  of 
the  mucous  membrane  between  hypertrophied  bundles  of  muscle  fibre.  They  may  be 
very  small  (Fig.  352),  or  they  may  be  as  large  as  a  child's  head.  They  may  communi- 
cate with  the  bladder  by  a  large  or  small  opening.  The  decomposition  of  stagnant 
urine  in  diverticula  is  apt  to  induce  inflammation.  Calculi  may  be  formed  in  them  or 
may  slip  into  them  from  the  bladder. 

Hypertrophy  of  the  muscular  coat  of  the  bladder  is  usually  due  to  mechanical 
obstructions  to  the  outflow  of  urine,  such  as  stricture  of  the  urethra,  enlarged  prostate, 
calculi,  new  growths,  etc.  The  muscular  coat  is  thickened  uniformly  or  assumes  a  tra- 
beculated  appearance.  The  organ  retains  its  normal  capacity,  or  is  dilated,  or  becomes 
smaller.  The  mucous  membrane  is  frequently  the  seat  of  chronic  or  acute  inflamma 
38 
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tlon.      Dilatation  of  the  ureters  and  hydronephrosis  frequently  accompany  this  con- 

IIkkm.f.  of  the  hladdcr  sometimes  accompany  intestinal  lierniit  through  the  input 
□a I  and  crural  canals  and  (lie  foramen  ovule.  The  eliangca  in  position  of  the  bladder, 
produced  by  displacement  9  of  the  vagina  and  uterus,  nil!  he  mentioned  with  the  lesions 
of  those  organs. 

It)  the  female  the  Inisc  of  the  bladder  may  press  downward,  causing  protrusion  of 
Ihe  vaginal  wall  (mi/iniU  rgtbtcdt);  or  there  may  he  inversion  and  prolapse  of  bladder 
through  the  dilated  urethra. 


WOUNDS -RUPTURE- PERFORATION. 

Penetrating  tniund*  of  the  bladder  may  permit  escape  of  urine  into 
the  abdominal   cavity,  or  infiltration  into  the  surrounding  connective 


tissue,  or  permanent  fist  ill  it.  Such  wounds  are  always  serious  and  fre- 
quently fatal,  owing  chiefly  to  Hie  severe  nnd  often  gangrenous  inflam- 
mation which  deeom j losing  urine  sets  up  in  (he  connective  tissue,  or  to 
the  peritonitis  induced  by  the  same  cause. 

Rupture  of  the  bladder  may  In-  produced  by  severe  blows  and  falls 
when  Ihe  bladder  contains  urine.  More  rarely  rupture  takes  place  from 
oveidistenlion.  Death  may  occur  from  rupture  of  the  bladder  with 
escape  of  urine  into  the  ]X'ritnneal  cavity,  withoill  evidences  of  ]>erito- 
[ihis. 

Pir/wiitiiiHM  of  tlie  bladder  limy  be  due  lo  ulceration  and  gangrene, 
lo  abscesses  from  without,  and  lo  cancerous  ulceration  from  the  adjoin 
ing  organs.  Fractures  of  the  pelvic  bones  may  be  accompanied  hy  la<-era- 
lion  of  the  bladder.  Perforations  of  the  bladder  may  lead  to  the  estab- 
lishment  of  fistula-,  communicating  with  Ihe  rectum,  vagina,  uterus,  or 
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DISTTJBBANCES  OF  CIRCULATION. 

Hyperemia. — Aside  from  active  hyperemia  of  the  mucous  membrane 
in  acute  inflammation,  the  bladder  is  not  infrequently  the  seat  of  chronic 
congestion  from  obstruction  to  the  venous  circulation.  Under  these  con- 
ditions thei*e  may  be  chronic  catarrhal  inflammation,  or  a  marked  dilata- 
tion of  the  veins  (vesical  haemorrhoids),  which  may  give  rise  to  haemor- 
rhage or  to  obstruction  of  the  opening  of  the  ureters. 

Haemorrhage. — Extensive  haemorrhages  into  the  bladder  are  commonly 
due  to  injury  or  to  the  presence  of  calculi  or  tumors.  Small  haemor- 
rhages into  the  substance  of  the  mucous  membrane  may  accompany  in- 
flammation, the  haemorrhagic  diathesis,  scurvy,  purpura,  smallpox,  etc 
If  the  hemorrhage  is  considerable  and  occurs  rapidly  in  an  empty  blad- 
der, a  clot  is  apt  to  form ;  but  when  the  blood  mixes  with  urine  as  it  is 
extravasated  it  more  commonly  remains  liquid  and  is  discharged  as  a 
reddish  -brown  fluid. 

* 

INFLAMMATION.    (Cystitis.) 

Acute  Catarrhal  and  Exudative  Cystitis. — This  may  be  incited  by  the 
presence  of  urine  which  has  decomposed  under  the  influence  of  bacteria; 
by  cantharides  or  other  drugs ;  by  the  presence  of  foreign  bodies  and 
calculi ;  or  it  may  be  due  to  an  extension  of  gonorrhceal  urethritis  or  va- 
ginitis; or  it  may  occur  with  acute  general  infectious  diseases.  The 
mucous  membrane  is  swollen  and  congested,  although  these  alterations 
may  not  be  very  evident  after  death.  There  may  be  ecchymosis :  the 
epithelium  is  granular  and  may  proliferate  and  peel  off.  Leucocytes 
may  infiltrate  the  submucosa  and  pass  out  between  the  epithelial  cells. 
Mixed  with  the  urine  there  may  be  shreds  of  mucus,  pus  cells,  epithelial 
cells  of  various  shapes,  usually  more  or  less  swollen  and  granular,  or 
fragments  of  such  cells;  red  blood  cells,  bacteria,  and  various  urinary 
crystals ;  abscess  may  form  in  the  mucous  membrane ;  or  there  may  be 
phlegmonous  inflammation  in  the  submucosa  and  muscularis  of  the  bladder 
with  formation  of  abscesses.  Thus  perforations  and  fistulae  may  occur. 
Resolution  may  take  place  after  acute  catarrhal  and  exudative  cystitis* 
but  it  very  frequently  assumes  a  chronic  character. 

Chronic  Cystitis. — In  this  form  the  mucous  membrane  may  be  swollen, 
succulent,  grayish,  or  mottled  with  spots  of  congestion  or  extravasation, 
and  covered  with  a  layer  of  mucus  and  pus.  Microscopically  the  mem- 
brane may  be  more  or  less  infiltrated  with  pus  cells,  and  pus  may  be 
constantly  produced  and  thrown  off  into  the  urine.  Later  the  mucous 
membrane  may  become  thickened  either  diffusely  or  in  the  form  of  tufts 
or  polypi.  In  some  cases  it  becomes  atrophied.  Owing  to  decompo- 
sition of  the  haemoglobin  in  the  extravasated  blood  the  mucosa  may 
become  pigmented,  brown,  or  slate-colored.  The  mucous  membrane  fre- 
quently becomes  eroded,  especially  on  the  most  elevated  portions,  or 
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deep  ulcerations  may  occur.  The  muscular  coats  may  become  paralyzed 
and  the  bladder  dilated ;  or  the  subnmcosa  or  the  muscularis,  or  both, 
may  become  hypertrophied.  The  mucous  membrane  may  become  en- 
crusted with  urinary  salts. 

In  another  class  of  cases  the  inflammation  assumes  a  necrotic  charac- 
ter. Larger  and  smaller  shreds  and  patches  of  the  mucosa  die,  become 
brown  or  gray  in  color,  loosen  or  peel  off,  and  become  mixed  with  the 
urine  and  exudations.  The  gangrenous  process  may  extend  to  all  the 
coats  of  the  bladder,  so  that  perforation  and  fatal  peritonitis  may  occur. 
The  gangrenous  form  of  cystitis  is  more  apt  to  occur  in  paralytics. 

In  still  another  class  of  cases  the  inflammation  is  suppurative.  The 
submucosa,  the  intermuscular  connective  tissue,  and  the  adjacent  parts 
become  infiltrated  with  pus,  either  diffusely  or  in  the  form  of  larger  and 
smaller  abscesses,  which  may  open  externally  or  internally,  forming  deep 
ulcei-s.  In  all  these  cases  the  inflammation  may  extend  to  the  ureters 
and  kidneys;  it  may  skip  the  ureters  and  involve  the  kidneys. 

The  small  nodules  of  lymphoid  tissue  in  the  mucous  membrane  of 
the  bladder,  especially  near  the  neck,  may  become  enlarged  and  promi- 
nent in  cystitis,  and  may  then  be  mistaken  for  miliary  tubercles  (nodular 
cystitis). 

Croupous  Cystitis. — In  connection  with  any  of  the  above  lesions  the 
mucous  membrane  of  the  bladder  may  be  covered,  in  patches  or  some- 
times over  a  considerable  portion  of  its  surface,  with  a  layer  of  fibrin, 
either  granular  or  fibrillar,  enclosing  pus  and  epithelial  cells  and  bac- 
teria.    The  mucosa  may  be  infiltrated  with  fibrin. 

This  form  of  inflammation  may  occur  in  connection  with  severe  in- 
fectious diseases — measles,  diphtheria,  scarlatina,  typhoid  fever ;  in  con- 
nection with  similar  inflammation  of  the  external  genitals,  in  puerperal 
fever,  noma,  and  sometimes  in  the  presence  of  foreign  bodies.  It  rarely 
occurs  independently. 

In  the  so-called  emphysematous  cystitis,  due  to  the  presence  of  Bacillus 
aerogenes  capsulatus,  larger  and  smaller  gas  blebs  may  be  present  in  the 
mucosa  and  underlying  tissue.' 

The  most  common  micro-organisms  which  act  as  excitants  of  acute 
catarrhal  and  exudative  cystitis  are  Bacillus  coli  communis,  Streptococ- 
cus pyogenes,  and  Staphylococcus  pyogenes,  the  gonococcus  and  typhoid 
bacillus,*  Bacillus  protens,  and  Bacillus  aerogenes  capsulatus.  Many 
other  forms  are  of  occasional  occurrence. 

Tuberculous  Cystitis. — There  may  at  first  Ik*  miliary  tubercles  formed 
in  the  submucosa.  By  the  coalescence  of  these  and  the  degeuerat ion  of 
tissue  about  them,  ulcers  are  formed,  and  it  is  most  frequently  in  the 
ulcerative  stage  that  the  lesion  is  seen.  The  ulcers,  which  may  be  large 
or  small,  are  usually  most  abundant  at  the  base  of  the  organ.  Their 
edges  may  be  cheesy,  and  miliary  tubercles  in  greater  or  smaller  num- 
bers are   usually  found  in  the  mucosa  about   them.     Xot  infrequently 

1  S*-e  fur  bibliography  AW/v/ir*/-//.  (Vntralbl.  f.  Path..  October  15th,  1898.  p.  817. 
-'.S«'e  t.'urnrhiHtMH,  Mi'mcliencr  mcd.  Woelionsclir..  October  16th,  1900,  bibliography. 


large  shreds  of  tissue  are  looseued  and  cast  off.  The  mucosa  about  llie 
ulcers  is  apt  to  lx-  infiltrated  with  small  spheroidal  otiQM.  Tubercle  ba- 
cilli are  present  hi  many  of  the  tulici'dcs  and  in  (In-  edges  and  base  of 
the  ulcers,  and  may  be  found  in  tin-  mine.  Catarrhal  inflammation  is 
a  very  constant  accompaniment  of  tins  legion.  Tiilicrcnlous  cystitis  may 
occur  in  connection  with  tuberculous  inflammation  of  the  lungs,  intes- 
tines, or  of  the  kiduey,  uterus,  prostata,  etc. 


Small  nodular  fibromata  may  form  in  the  subinueosa. 

Aside  from  the  polypoid  thickenings  of  the  mucosa  occurring  id 
chrouie  cystitis,  soft  vascular  pnpillomata  arc  of  frequent  occurrence. 
These  tamers  vary  in  size  from  that  of  a  pea  to  that  of  a  pigeon's  egg  or 


larger.  They  consist  of  a  fibrous,  often  very  vascular  stroma,  and  are 
COTered  on  the  surface  wilh  numerous  small,  closely  set,  villous  projec- 
tions, over  which  are  irregular  layers  of  elongated  or  cylindrical  tells 
(Fig.  863).     These  tumors  are  very  liable  to  bleed,  an  often  accompanied 

by  vesical  catarrh,  and  may  be  covered  by  a  precipitate  of  urinary  salts. 

The  epithelium  is  liable  to  pee]  off  from  the  surface  of  the  villi  and  ap- 
pear in  the  urine.     Sarcoma  of  the  bladder  has  been  described. 

Carcinoma. — Carcinoma  of  the  bladder  is  most  frequently  secondary, 
and  is  then  rarely  due  to  metastasis,  but  to  an  extension  of  the  growth 
from  neighboring  parts,  as  the  uterus,  vagina,  or  rectum. 

Primary  carcinoma  of  the  bladder  may  occur: 

1.  As  a  diffuse  adrrkout  infiltration  of  Ihc  entire  wall  of  the  bladder, 
usually  with  ulcerations  of  its  inner  surface. 


598  THE  URINARY  ORGANS. 

2.  As  a  circumscribed  nodule  which  grows  inward  and  outward,  ulcer- 
ating on  its  inner  surface,  and  sometimes  producing  perforations. 

3.  As  a  villous  or  papillomatous  groicth.  The  tumor  grows  from  one  or 
more  points  of  the  inner  surface  of  the  bladder.  It  is  formed  of  tubular 
follicles  lined  with  cylindrical  epithelium,  while  on  its  surface  are  tufts 
covered  with  cylindrical  epithelium.  The  new  growth  may  involve  the 
entire  thickness  of  the  wall  of  the  bladder. 

4.  A  few  cases  of  carcinoma  have  been  described  in  which  the  stroma 
contained  a  varying  quantity  of  smooth  muscle  tissue. 

Cysts. — Dermoid  cysts  of  the  wall  of  the  bladder  have  been  described, 
but  are  rare.  Small  cysts  with  serous  contents  sometimes  occur  in  the 
mucous  membrane ;  a  part  of  them,  at  least,  are  believed  to  be  due  to 
faulty  embryonal  development. 

PARASITES,  FOREIGN  BODIES,  AND  CALCULI. 

Among  the  animal  parasites  occasionally  found  in  the  bladder  may 
be  mentioned  Echinococcus,  Distoma  haematobium,  Filaria  sanguinis,  Ascar- 
ides,  and  Oxyurides. 

A  great  variety  of  foreign  bodies  may  be  found  in  the  bladder,  par- 
ticularly in  the  female.  If  their  stay  is  long  they  are  apt  to  become 
encrusted  with  urinary  salts. 

Calculi. 

Vesical  calculi  may  occur  singly  or  in  great  numbers,  and  vary  greatly  in  size. 
ranging  from  small,  sand-like  particles  up  to  masses  four  or  five  inches  in  diameter,  but 
the  usual  range  is  from  the  size  of  a  pea  to  that  of  a  hen's  egg.  They  are  usually  oval, 
spheroidal,  or  elongated;  or,  when  several  are  present,  they  are  apt  to  be  faceted.  The 
surface  may  be  smooth  or  rough.  They  are  usually  more  or  less  distinctly  lamellate*], 
and  are  frequently  formed  around  a  central  body  called  a  nucleus,  which  may  either  be 
formed  of  urinary  salts  or  some  foreign  body.  Their  most  common  constituents  are 
pho*phittts,  uric  arid,  and  urate*,  and  calcium  oxalate,  or  various  combinations  of  thes«\ 

Uinc-Acii)  (\\Lcn.i. — These  are  the  most  common  of  vesical  calculi.  In  the  form 
of  small  brownish-red,  crystalline  aggregations  they  may  be  passed  as  u gravel."  The 
larger  uric-acid  calculi  are  not  commonly  of  very  great  size,  are  frequently  finely  nodu- 
lated on  the  surface,  but  may  be  smooth.  The  color  varies  from  light  yellow  to  dark 
reddish  brown;  tliev  are  usually  dense  and  lamellated. 

Cai.iti.i  fokmkd  of  I'hates. — Calculi  composed  of  pure  urates  are  rare,  these 
salts  being  more  commonly  combined  with  uric  acid  and  the  phosphates  to  form  the 
complex  calculi.  Sodium  urate,  in  th?  form  of  small  spined,  more  or  less  globular 
crystalline  masses,  forms  one  of  the  varieties  of  u  gravel. M 

Piiospiiatic  Calci'u. — Pure  ealri  u  m-ph/wtphate  calculi  are  rarely  found  as  whitish, 
usually  smooth,  and  small  lamellated  concretions. 

Mixkh  ou  Tuipi.k  Phosphate  calculi  are  common,  and  frequently  attain  large 
size.  These  calculi  are  sometimes  pure,  but  the  deposit  is  more  frequently  associated 
with  other  salts,  either  as  encrusting  or  intercalated  lamell:e.  Triple- phosphate  calculi 
are  usually  rough  ou  the  surface,  of  grayish-white  color,  lamellated,  and  frequently 
verv  friable. 

(\\i.<  n  m-C AitnoNATK  CvLcru. — Small  gray  or  white,  hard,  and  usually  smooth 
calculi  of  pun-  calcium  carbonate  occur  rarely.  Calcium  carbonate  is  sometimes  passed 
as  gravel  in  the  form  of  minute  spheroidal  bodies,  either  singly  or  in  clusters. 
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Calcium-Oxalate  calculi  (mulberry  calculi)  arc  comparatively  common,  either 
pure  or  in  combination  with  uric  acid  or  the  phosphates.  Calcium  oxalate  may  occur 
in  the  form  of  very  small,  hard,  smooth  concretions,  or  as  larger,  heavy,  hard,  finely  or 
coarsely  nodulated  brown  or  blackish  lamcllatcd  masses.  The  nucleus  or  some  of  the 
lamella*,  or  both,  are  often  composed  of  uric  acid. 

Cybtin  Calculi  are  usually  ovoidal  in  shape,  of  waxy  consistence,  of  clear  or 
brownish  or  greenish-yellow  color,  with  mammillated  surface  and  crystalline  fracture. 
Cystin  may  l>e  associated  in  a  variety  of  ways  with  other  calculi. 

Xantiiin  Calculi,  which  are  very  rare,  are  usually  of  moderate  size,  smooth,  of  a 
cinnamon  or  cinnabar-red  color,  lamcllatcd,  and  oval  or  flattened  in  shape. 

Solid  masses  of  fibrin  and  blood  sometimes  occur  in  the  bladder,  and  may  exist  as 
independent  structures,  or  form  nuclei  for  the  deposit  of  urinary  salts. 

For  a  detailed  account  of  calculi,  the  conditions  under  which  they  form,  modes  of 
analysis,  etc.,  we  refer  to  special  works  on  this  subject. 


The  Urethra. 

Malformations. 

Some  of  the  malformations  of  the  urethra  are  described  with  those  of  the  penis. 

The  urethra  may  be  impervious  or  may  open  at  the  root  of  the  penis.  More  com- 
monly there  is  partial  obliteration  or  stricture  of  some  part  of  the  canal.  The  entire 
urethra  may  be  dilated  into  a  sac. 

There  may  be  a  canal  on  the  dorsum  of  the  penis,  formed  by  the  fusion  of  the  sper- 
matic cords,  and  opening  in  the  glans  above  the  urethra. 

There  may  be  two  or  more  openings  of  the  urethra.  The  canal  may  be  dislocated 
so  as  to  open  in  the  inguinal  region. 

A  number  of  cases  have  been  reported  in  which  a  valve  in  the  urethra  has  led  to 
hypertrophy  of  the  bladder,  dilatation  of  the  ureters,  and  hydronephrosis. 

Owing  to  its  narrowness,  greater  length,  and  peculiar  connections  with  the  internal 
generative  organs,  the  male  urethra  is  much  more  liable  to  disease  than  the  female. 


Changes  in  Size  and  Position. 

Dilatation  of  the  urethra  may  be  produced  by  strictures,  or  by  calculi  or  other 
bodies  fixed  in  its  lumen.  The  dilatations  are  fusiform  or  sacculated  in  shape,  and  may 
reach  the  size  of  an  orange  or  be  even  larger. 

Strictures  of  the  urethra  are  usually  due  to  inflammation  of  its  walls. 

The  stricture  may  be  temporary,  and  due  to  a  diffuse  inflammatory  swelling  of  the 
mucous  membrane,  or  by  the  raising  of  the  relaxed  membrane  into  a  fold  or  pocket. 

Permanent  strictures  are  produced  by  structural  changes  in  the  walls  of  the  urethra. 

1.  The  mucous  membrane  and  submucous  tissue  l>ecome  thickened  in  inflammation 
or  as  the  result  of  injury  and  the  new-formed  fibrous  tissue  which  contracts  and  narrows 
the  canal. 

2.  Ulceration  of  the  mucous  membrane  leaves  cicatricial  tissue,  which  contracts, 
and  also  produces  adhesions  and  bands  of  fibrous  tissue. 

3.  There  is  fibrous  induration  of  the  corpus  spongiosum  and  consequent  constric- 
tion of  the  urethra. 

The  most  frequent  position  of  strictures  is  at  the  junction  of  the  membranous  and 
spongy  portions  of  the  urethra,  or  close  to  this  point.  They  also  occur  at  the  fossa 
navicularis  and  the  meatus,  but  frequently  in  the  prostatic  portion.  There  may  be  one 
stricture  or  several.  The  consequences  of  stricture  are  dilatation  of  the  urethra,  the 
bladder,  the  ureters,  and  hydronephrosis:  inflammation  and  ulceration  of  the  urethra 
behind  the  stricture,  with  perforation,  infiltration  of  urine,  or  the  formation  of  fistula?. 

The  urethra  may  also  be  obstructed  by  folds  of  the  mucous  membrane;  by  muscular 
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valves  at  the  neck  of  the  bladder;  by  wounds;  by  polypi  and  swollen  glands:  by  now 
growths;  by  changes  in  the  prostate  and  perineum;  by  calculi,  mucus,  blood,  and 
echinocoeci  coming  from  the  bladder;  by  foreign  bodies  introduced  from  without. 

Prolapse  and  inversion  of  the  mucous  membrane  occur  occasionally  in  young 
girls  and  women.  There  is  a  bluish -red  swelling,  from  the  size  of  a  pea  to  that  of  a 
walnut,  at  the  meatus.  In  the  male  invagination  of  the  mucous  membrane  of  the  ure- 
thra has  been  seen  after  injuries  of  the  perineum. 


WOUNDS-  RUPTURE—PERFORATION. 

Wounds  of  the  urethra  are  produced  in  many  ways,  but  most  com- 
monly by  catheters  and  bougies.  The  wounds  may  cicatrize,  or  there 
may  be  infiltration  of  urine  or  the  formation  of  fistuhe  or  false  passages. 

Ruptures  of  the  urethra  are  produced  by  severe  contusions  and  by 
fracture  of  the  pelvic  bones.  Extravasations  of  blood  and  urine,  and 
gangrenous  inflammation  of  the  surrounding  soft  parts,  are  the  ordinary- 
results. 

Ulceration  and  perforation  of  the  urethra  may  lead  to  the  formation 
of  fist uke,  which  open  in  various  directions  through  the  skin. 


INFLAMMATION.     (Urethritis.) 

Catarrhal  Urethritis  may  be  due  to  the  action  of  chemical  irritants,  and 
to  the  extension  to  the  urethra  of  inflammation  from  other  parts;  but  its 
most  frequent  excitant  is  the  gonococcus.  In  its  acute  form  it  involves 
either  a  portion  or  the  whole  of  the  urethra.  The  mucous  membrane 
is  red,  swollen,  and  covered  with  muco-pus.  The  epithelium  may  be 
loosened  or  exfoliated;  pus  cells  are  present  in  the  submucosa  between 
the  epithelial  cells.  The  gonococcus  is  present  usually  in  considerable 
numbers  in  the  exudate,  both  free  and  in  the  pus  cells.  It  may  pene- 
trate between  the  epithelial  cells. 

Resolution  may  follow  acute  gonorrheal  urethritis.  But  the  condi- 
tion may  become  chronic  and  then  is  often  confined  to  the  posterior  por- 
tions of  the  urethra.  Here  the  gonococcus  may  persist  for  a  long  time 
and  may  l>e  mingled  with  the  exudate,  which  is  now  less  purulent  and 
consists  very  largely  of  mucus  which  in  thread-like  forms  may  be  passed 
with  the  urine. 

Chronic  Inflammation  of  the  urethra  may  exist  for  a  long  time  with 
the  production  of  a  mucopurulent  exudation,  but  without  the  occur- 
rence of  marked  structural  lesions.  In  other  cases  it  leads  to  ulceration, 
to  fibrous  induration  of  the  wall  of  the  canal,  to  induration  and  swelling 
of  the  mucous  follicles,  to  polypoid  thickenings  of  the  mucous  mem- 
brane. 

The  inflammation  may  extend  to  the  fibrous  wall  of  the  urethra,  the 
corpora  spongiosa  and  cavernosa.  This  may  result  in  the  formation  of 
new  connective  tissue  or  of  abscesses,  especially  near  the  fossa  uavicu- 
laris.     There  may  be  involvement  of  the  bladder,  the  glands  of  Cowper, 
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the  prostate,  the  spermatic  cord,  and  the  testicles.  The  inguinal  glands 
also  may  be  swollen  and  inflamed,  and  the  lymphatic  vessels  on  the 
dorsum  of  the  penis  may  be  involved  in  the  same  process. 

Croupous  Inflammation  is  sometimes  seen  in  children.  Fibrinous  casts 
of  a  small  or  large  portion  of  the  canal  may  be  formed. 

Tuberculous  Inflammation  occurs  rarely  in  the  mucous  membrane  of 
the  urethra  in  connection  with  tuberculous  inflammation  of  the  bladder, 
prostate,  or  testicles. 

Syphilitic  Ulcers  may  be  situated  at  the  meatus  or  as  far  back  as  the 
fossa  navicularis.     They  are  apt  to  produce  strictures. 


TUMORS. 

Aside  from  the  polypoid  outgrowths  from  the  mucous  membrane  of 
the  urethra  as  the  result  of  chronic  inflammation,  fibrous  polyps  may  oc- 
cur congenitally,  or  polyps  containing  glandular  structures  or  cysts 
rarely  occur.  Carcinoma  may  occur  as  a  result  of  local  extension  from 
adjacent  organs  or  metastasis  from  the  bladder. 

Cysts  may  occur  in  the  mucous  membrane  as  a  result  of  the  dilatation 
of  the  mucous  glands.  Circumscribed  masses  of  dilated  veins  occasion- 
ally occur  in  the  urethra,  forming  the  so-called  urethral  haemorrhoids. 

The  sinus  pocularis  may  be  dilated  in  children  by  the  retention  of  its 
secretion,  so  as  to  form  a  mass  which  may  obstruct  the  exit  of  urine 
and  lead  to  hypertrophy  of  the  bladder  and  dilatation  of  the  ureters. 


CHAPTER  X. 

THE  REPRODUCTIVE  ORGANS  OF  THE  FEMALE. 

The  Vulva. 

Malformations. 

TnE  external  genitals  may  be  entirely  absent  or  imperfectly  developed.  The 
fissure  between  the  labia  may  be  unformed,  or  the  labia  may  grow  together,  with  or 
without  obstruction  of  the  urethra.  The  clitoris  and  nympha*  may  be  abnormally 
large,  or  the  nympha?  may  be  increased  in  number.  The  clitoris  may  be  abnormally 
long;  at  the  same  time  the  vagina  is  narrow,  the  uterus  small  and  undeveloped  or 
malformed;  the  ovaries  are  small,  sometimes  situated  in  the  labia;  the  mammas  small,  and 
the  body  is  of  a  masculine  character.  Such  cases  are  sometimes  called  pseudo-hermaph- 
rodites. The  clitoris  may  be  perforated  by  the  urethra  or  may  be  cleft  and  appar- 
ently double. 

The  hymen  is  subject  to  various  anomalies.  It  may  be  entirely  absent.  The  open- 
ing may  be  very  large  or  in  unusual  places:  there  may  be  several  openings;  the  free- 
edge  may  be  beset  with  papillary  projections;  there  may  be  no  opening  at  all. 

HEMORRHAGE,    HYPEREMIA,   ETC. 

Haemorrhage  may  take  place  from  wounds  or  ulcers  of  the  vulva,  but 
the  most  important  form  of  hemorrhage  is  that  which  occurs  in  the  con- 
nective tissue  of  the  labia  niajora.  This  may  occur  during  labor  or  re- 
sult  from  external  injury.  One  of  the  labia  may  be  much  swollen  and 
distended  by  the  extravasated  blood.  The  blood  may  be  gradually  ab- 
sorbed, or  it  may  decompose  with  suppuration  or  gangrene  of  the  sur- 
rounding tissue. 

Varicose  Veins  in  the  labia  are  not  infrequent.  (Edema  of  the  labia 
niajora  may  occur  in  pregnancy  or  in  labor.  It  frequently  accompanies 
disturbances  of  the  venous  circulation,  as  in  certain  heart  and  lung  dis- 
eases; or  it  may  occur  in  chronic  diffuse  nephritis  or  other  wasting  dis- 
eases; or  as  a  result  of  thrombosis  or  other  disturbances  of  circulation  in 
the  uterine  or  perivaginal  venous  plexuses.  The  latter  may  be  excessive, 
leading  to  the  transudation  of  fluid  through  the  skin,  to  the  formation  of 
vesicles,  or  superficial  erosion,  or  even  of  gangrene. 


INFLAMMATION.     (Vulvitis.) 

The  skin,   mucous  membrane,  connective  tissue,  and  glands  of  the 
vulva  liiav  be  the  seat  of  inflammation. 

■ 

Acute  Catarrhal  Inflammation  of  the  mucous  membrane  may  be  in- 
duced by  a  variety  of  substances,  but  is  most  frequently  due  to  gonor- 
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rhceal  infection.  The  mucous  membrane  is  swollen  and  red  and  covered 
with  a  mucopurulent  exudate.  The  labia  may  be  swollen,  the  glands 
of  Bartholin  are  liable  to  be  involved,  and  abscesses  of  the  labia  may  be 
developed. 

Chronic  Catarrhal  Inflammation  may  lead  to  superficial  or  deep  ulcera- 
tion of  the  mucous  membrane,  or  to  papillary  outgrowths,  or  to  thicken- 
ing of  the  labia.  Suppurative  inflammation  of  the  tissue  of  the  labia 
may  occur  with  a  similar  process  in  neighboring  parts.  Erysipelatous 
Inflammation  of  the  skin  of  the  vulva  is  frequent  in  young  children.  In 
adults  it  is  less  common.  Inflammation  of  the  vulvovaginal  glands 
may  be  acute  and  lead  to  abscesses,  or  chronic  and  produce  induration 
of  the  gland. 

Gangrene  may  follow  erysipelatous  inflammation,  or  occur  after  par- 
turition ;  it  may  accompany  severe  exhausting  and  infectious  diseases. 
It  may  follow  bruises  or  other  injuries.  In  some  forms,  such  as  those 
known  as  noma  and  hospital  gangrene,  the  destruction  of  tissue  proceeds 
with  extreme  rapidity. 

Croupous  Inflammation  may  occur,  with  or  without  diphtheria  and  a 
similar  lesion  of  the  fauces  or  elsewhere,  and  is  frequently  associated 
with  gangrene. 

Tuberculous  Inflammation,  usually  with  ulceration,  occasionally  occurs 
in  the  vulva. 

Syphilitic  Inflammation  and  ulceration  are  of  frequent  occurrence  on 
the  vulva,  particularly  on  the  mucous  surfaces,  and  may  lead  to  consid- 
erable destruction  of  tissue  and  cicatricial  contractions. 

In  one  form,  the  so-called  mucous  patch,  there  is  an  infiltration  of  the 
papillary  layers  of  the  skin  or  mucous  membrane  with  variously  shaped 
cells  and  fluid,  so  that  the  tissue  has  a  gelatinous  appearance.  In  other 
cases  there  is  an  hypertrophy  of  the  papilla*,  so  that  larger  and  smaller 
wart-like  excrescences  are  formed.     This  is  called  the  pointed  cotidyloma. 

TUMORS. 

Fibroma, — Circumscribed  fibrous  tumors  are  found  in  the  connective 
tissue  of  the  labia,  mons  veneris,  perineum,  clitoris,  and  entrance  to  the 
vagina.  They  may  attain  a  large  size,  and,  attached  only  by  a  pedicle, 
may  hang  far  down  between  the  legs.  The  skin  is  usually  movable  over 
the  surface  of  these  tnmors. 

Fibroma  diffusum  (elephantiasis). — This  usually  involves  the  clitoris 
or  the  labia,  or  both,  and  may  extend  to  surrounding  parts  of  the  skin. 
It  consists  essentially  of  a  diffuse  hypertrophy  of  the  skin  and  subcuta- 
neous tissue,  with  or  without  involvement  of  the  papilla*  and  epidermis. 
The  surface  may  be  smooth  or  rough.  When  the  papillae  and  epidermis 
are  much  involved,  larger  and  smaller  cauliflower-like  excrescences  may 
cover  the  hypertrophied  parts  and  the  surface  be  very  rough  and  scaly. 

Papillomata. — These  growths  consist  of  hyi>ertrophied  papillae  covered 
with  thick  layers  of  epithelium.    They  vary  in  size  from  that  of  a  pea  to 
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that  of  an  apple,  and  have  a  cauliflower  appearance.  Lipomata,  fibro- 
myomata,  and  fibro-sarcomata  are  of  occasional  occurrence  in  the  vulva. 
A  few  cases  of  melano-sarcoma  are  recorded.  Chondroma  of  the  clitoris 
has  been  described.  Carcinoma  of  the  vulva  may  be  primary,  usually  in 
the  form  of  epithelioma  of  the  clitoris  or  labia,  or  it  may  be  secondary  to 
cancer  of  the  uterus,  vagina,  etc. 

Cysts  are  found  in  the  connective  tissue  of  the  labia  majora  and 
minora.  They  are  from  the  size  of  a  pea  to  that  of  a  child's  head. 
They  may  contain  serum,  colloid  material,  purulent  or  bloody  fluid,  or 
they  may  have  the  characters  of  dermoid  cysts  or  atheroma  cysts.  Their 
origin  is  in  many  cases  obscure.  In  some  cases  they  are  doubtless  due 
to  dilatation  of  lymph- vessels.  Cysts  may  be  formed  by  a  stoppage  and 
filling  with  fluid  of  the  canal  of  Kuck,  or  by  a  dilatation  of  the  ducts  or 
acini  of  the  vulvo- vaginal  glands. 

The  Vagina. 

Malformations. 

The  vagina  may  be  entirely  absent,  and  the  internal  organs  of  generation  also  ab- 
sent or  imperfectly  developed.  Either  the  upper  or  the  lower  portion  of  the  canal  may 
be  absent  while  the  remaining  portion  is  present. 

The  vagina  may  be  closed  by  an  imperforate  hymen  or  by  fibrous  septa  at  any  part 
of  its  canal.     The  canal  may  be  abnormally  small  without  being  occluded. 

The  vagina  may  be  double,  in  connection  with  a  double  uterus ;  or,  while  the  uterus 
is  normal,  the  vagina  may  l>e  incompletely  divided  by  a  longitudinal  septum. 

Changes  in  Size  and  Position. 

Dilatation  of  the  vagina  is  produced  by  tumors,  by  the  prolapsed  uterus,  and  by 
the  accumulation  of  blood  and  mucus  behind  constrictions  or  obliterations  of  the  canal. 

Lengthening  of  the  vagina  is  produced  by  any  cause  which  draws  the  uterus  up- 
ward. Narrowing  occurs  as  a  senile  change;  is  produced  by  the  pressure  of  tumors  or 
may  follow  ulceration  of  the  wall  of  the  canal  through  cicatricial  contraction. 

Prolapse  of  the  vagina  occurs  independently,  usually  as  a  result  of  thickening 
or  laxity  of  its  walls,  or  in  connection  with  prolapse  of  the  uterus.  It  may  occur  soon 
after  parturition.  A  larger  or  smaller  portion  of  the  canal  is  inverted  and  projects 
through  the  vulva.  The  entire  circumference  of  the  canal  may  be  inverted  and  pro- 
lapsed, or  only  the  anterior  or  posterior  wall.  The  prolapse,  at  first  small,  may  after- 
ward gradually  increase  in  size  and  drag  down  the  uterus  with  it.  In  other  cases  pro- 
lapse of  the  uterus  is  primary,  and  the  vagina  is  inverted  by  the  descent  of  that  organ; 
or  the  body  of  the  uterus  may  retain  its  normal  position,  while  an  hypertrophy  and 
lengthening  of  the  cervix  alone  drags  down  the  vagina. 

Hernia  Vesico- Vaginalis — Oystocele — may  be  either  the  cause  or  effect  of  a 
prolapse  of  the  vagina  and  uterus.  If  the  cystocele  be  the  primary  lesion,  it  begins  as 
a  small  projection  of  the  wall  of  the  bladder  into  the  anterior  part  of  the  vagina.  As 
the  urine  accumulates  in  this  sac  it  increases  in  size,  projects  through  the  vulva,  draws 
down  the  vagina  and  the  anterior  lip  of  the  cervix,  and  finally  the  entire  uterus.  If 
the  cystocele  be  the  secondary  lesion,  it  is  produced  by  the  dragging  down  of  the  pos- 
terior wall  of  the  bladder  bv  the  inverted  vagina. 

Hernia  Intestino- Vaginalis. — A  portion  of  the  intestines  may  become  fixed  in 
Doughi-'  cul-de-sac  between  the  rectum  and  the  uterus.     This  portion  of  intestine  grad- 
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ually  becomes  larger,  pushes  forward  the  posterior  wall  of  the  vagina,  inverts  and  fills 
up  that  canal,  and  finally  projects  through  the  vulva.  It  may  drag  with  it  the  poste- 
rior wall  of  the  vagina  and  the  uterus. 

Kfxtocele  Vaginalis. — A  sac  is  formed  by  the  projection  of  the  anterior  wall  of 
the  rectum  and  the  posterior  wall  of  the  vagina.  This  lesion  is  of  rare  occurrence  and 
does  not  reach  a  large  size. 

When  the  vagina  is  prolapsed  there  is  usually  inflammation  of  the  lining  membrane 
or  a  thickening  of  the  epidermis. 


WOUNDS— PERFORATIONS. 

Wounds  of  the  vagina  are  made  by  penetrating  instruments,  by  for- 
ceps and  other  obstetrical  weapons,  by  the  foetus  during  delivery  or  may 
result  from  coitus.  Such  wounds  may  heal,  or  give  rise  to  large  haemor- 
rhages, or  suppurate,  and  lead  to  abscesses  in  the  surrounding  tissue,  or 
leave  fistulous  openings  into  the  vagina  or  they  may  by  cicatricial  con- 
traction in  healing  lead  to  constriction  or  obliteration  of  its  canal. 

Vesico-vaginal  Fistulae  are  usually  produced  by  injuries  from  instru- 
ments or  from  the  foetus  during  delivery ;  less  frequently  by  ulceration 
of  the  vagina,  bladder,  or  adjacent  connective  tissue,  or  by  abscess  in 
the  surrounding  parts.  The  fistuhe  form  an  opening  between  either  the 
bladder  or  the  urethra  and  the  vagina.  They  allow  the  urine  to  pass 
into  the  vagina.     Spontaneous  cure  does  not  take  place. 

Recto-vaginal  Fistulae  are  formed  in  the  same  way  as  the  last-men- 
tioned. They  allow  the  passage  of  gas  or  feces  into  the  vagina.  They 
sometimes  heal  spontaneously. 

INFLAMMATION.    (Vaginitis.) 

Catarrhal  Inflammation  of  the  vaginal  mucous  membrane  may  be  acute 
or  chronic.  It  is  most  frequently  induced  by  the  gonococcus,  but  may  be 
due  to  local  irritation  or  accompany  active  infectious  processes.  It  not 
infrequently  occurs  in  the  new-born.  In  the  acute  form  the  mucous 
membrane  is  swollen  and  frequently  covered  with  a  muco- purulent  or  a 
purulent  exudation.  In  the  chronic  form  the  mucous  membrane  may  be 
swollen,  covered  with  a  purulent  exudation;  there  may  be  an  exfoliation 
of  epithelium,  shallow  or  deep  erosions,  or  ulcers. 

Sometimes  large  shreds  or  membranes  are  cast  off  from  the  vagina 
which  consist  wholly  of  exfoliated,  flat  epithelium.1  In  other  eases  the 
mucous  membrane  is  thickened,  dense,  and  sometimes  pigmented,  or 
it  may  be  roughened,  covered  with  papilhe,  or  it  may  be  relaxed  and 
prolapsed. 

Croupous  Inflammation  may  occur  after  parturition,  in  dysentery,  in 
typhus  and  typhoid  fevers,  diphtheria,  scarlatina,  measles,  and  other 
infectious  diseases.  The  mucous  membrane  is  swollen  and  covered  with 
a  grayish  layer  of  fibrin  and  pus.  The  mucosa  and  submucosa  may  be 
infiltrated  with  fibrin  and  pus.  The  infiltrated  portions  of  the  mucosa 
'Consult  McFarland,  Proc.  Philadelphia  Path.  Soc.,  March  1st,  1S99. 
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and  submncosa  may  die  and  become  gangrenous,  and  thus  deep  and  ex- 
tensive ulcers  be  formed. 

Suppurative  Inflammation  of  the  fibromnscular  coat  of  the  vagina  may 
occur  after  injuries  or  in  pregnant  and  puerperal  women.  Abscesses 
may  be  formed  which  penetrate  into  the  labia  or  into  the  pelvic  connec- 
tive tissue.  In  other  cases  the  intense  phlegmonous  inflammation  may 
lead  to  the  death  and  casting-off  of  portions  of  the  vaginal  wall,  or  even 
of  the  entire  wall. 

Gangrene  of  the  vagina  may  occur  as  a  result  of  croupous  or  intense 
suppurative  or  syphilitic  inflammation,  or  from  unknown  causes.  In 
the  form  of  noma  it  may  be  very  extensive  and  rapidly  destructive. 

Tuberculous  and  Syphilitic  Inflammation,  usually  leading  to  more  or 
less  extensive  ulceration,  may  occur  in  any  part  of  the  vagina.  Tuber- 
culous inflammation  is  usually  secondary  to  tuberculosis  of  other  parts. 
Syphilitic  ulcers  may  heal,  sometimes  leaving  marked  cicatrices,  and 
sometimes  not. 

TUMORS. 

Fibroma,  fibro-myoma,  sarcoma,  myoma  lsevicellulare,  are  of  occasional 
occurrence  in  the  vagina.     Myoma  striocellulare  is  of  rare  occurrence. 

Papillomata  are  of  frequent  occurrence  as  a  result  of  chronic  inflam- 
mation. Carcinoma  of  the  vagina  is  usually  secondary  to  cancer  of  the 
uterus.  It  may  be  primary  as  a  circumscribed  nodular  tumor,  or  more 
frequently  it  occurs  in  a  papillary  and  ulcerating  form  and  often  spreads 
to  neighboring  parts. 

Cysts. — These  are  not  very  common  and  may  be  small  or  as  large  sis 
a  hen's  egg.  They  may  be  lined  with  flattened  epithelium,  and  contain 
serous  or  viscid,  dark-colored  or  transparent  fluid.1 

PARASITES. 

Among  t  he  animal  parasites  Oxynris  and  Trichomonas  vaginalis  are  of  oc- 
casional occurrence.  Among  the  vegetable  forms  Oidium  albicans  and  Lep- 
tothrix  are  occasionally  seen,  while  various  forms  of  bacteria  are  common. 
Staphylococcus  and  Streptococcus  pyogenes  have  been  found  many  times 
in  the  normal  vagina.  While  these*  and  other  bacteria  may  be  harmless 
in  the  normal  vagina,  should  conditions  favoring  their  growth  or  an  in- 
crease in  their  virulence  occur,  as  after  delivery  for  example,  serious 
infectious  processes  may  follow.  The  role  of  the  gonococcus  as  an  ex- 
citant of  catarrhal  inflammation  is  well  established. 

The  Uterus. 

Congenital  Malformations. 

The  uterus,  tubes,  and  vairina  mav  be  entirely  absent,  with  or  without  absence  of 
the  external  irenitals.     Or  the  uterus  alone,  or  the  upper  part  of  the  vagina  also,  may 

be  absent. 

1  Consult  Stvkttt,  Johns  iiopi;,us  Hospital  Reports,  vol.  vii.,  p.  109,  bibliography. 
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The  uterus  may  be  only  rudimentary  while  the  vagina  is  normal.  It  then  appears 
as  a  flattened  solid  body  with  solid  cornua.  Or  there  are  two  cornua  joined  at  their 
lower  extremities  so  as  to  form  a  small  double  uterus.  Or  the  uterus  is  represented  by 
a  small  sac,  which  may  or  may  not  communicate  with  the  vagina.  Or  there  is  a  very 
small  uterus,  with  thin  muscular  walls  and  two  large  cornua. 

Only  one  of  the  cornua  which  should  form  the  uterus  may  be  developed  while  the 
other  is  arrested  in  its  growth.  The  uterus  '3  then  a  long,  cylindrical  body,  terminat- 
ing above  in  one  tube.  On  the  side  where  the  other  horn  should  have  been  developed 
there  is  no  tube,  or  only  a  rudiment.     Both  ovaries  are  usually  present. 

The  two  cornua  may  be  fully  developed,  but  their  lower  ends  remain  separated  and 
form  a  double  uterus.  An  entire  separation  into  two  distinct  uteri  and  vagina?  is  rare. 
More  frequently  the  uterus  consists  of  one  body,  divided  by  a  septum  into  two  cavities. 
There  are  then  two  cervical  portions  of  the  uterus  projecting  into  a  single  vagina,  or 
each  into  a  separate  vagina.  Or  there  is  only  a  single  cervix.  The  septum  in  the 
uterus  may  be  complete  or  only  partial. 

The  uterus  may  be  abnormal  in  size  or  be  variously  flexed;  the  cervix  maybe  solid 
or  may  be  closed  by  the  vaginal  mucous  membrane.  Or  the  cervix  may  have  an  ab- 
normal form  with  a  small  opening  or  canal. 


Changes  in  Size. 

In  the  new-born  infant  the  uterus  is  small,  the  body  flattened,  the  cervix  dispro- 
portionately large.  During  childhood  the  organ  increases  in  size,  but  the  body  remains 
small  in  proportion  to  the  cervix.  At  puberty  the  shape  changes  and  the  body  becomes 
larger. 

At  every  menstruation  the  uterus  is  somewhat  swollen  and  congested.  After  preg- 
nancy it  does  not  return  to  its  virgin  size,  but  remains  somewhat  larger.  In  old  age  it 
gradually  becomes  smaller;  its  walls  are  harder  and  more  fibrous. 

Abnormal  Smallness  of  the  uterus  is  sometimes  found  as  an  arrest  of  develop- 
ment. It  may  result,  however,  from  chronic  endometritis,  from  repeated  pregnancies, 
from  old  age,  or  from  chronic  exhausting  diseases.  Its  cavity  may  be  smaller  than 
normal,  or  distended  with  mucus.  Large  myomata  sometimes  induce  atrophy  of  the 
uterine  wall.  Atrophy  of  the  vaginal  portion  of  the  uterus  is  sometimes  observed  after 
repeated  pregnancies.  Narrowing  and  obliteration  of  the  cavity  of  the  uterus  and  of 
the  cervix  are  usually  produced  by  chronic  inflammation. 

Enlargement  of  the  Uterus  may  be  due  to  too  early  development.  It  is  ac- 
companied by  abnormally  early  development  of  all  the  sexual  organs  and  functions. 
The  uterus  may  be  enlarged  in  connection  with  heart  disease,  prolapse  and  abnormal 
flexions  and  versions,  chronic  inflammations,  repeated  pregnancies,  myomata,  and  ac- 
cumulations of  blood  or  mucus  in  the  uterine  cavity.  Enlargement  of  the  vaginal  por- 
tion alone  may  occur.  One  or  both  lips  of  the  cervix  may  be  uniformly  increased  in 
size,  or  they  may  be  lobulated. 

Dilatation  of  the  uterus  is  produced  by  accumulations  of  blood,  mucus,  or  pus  in 
consequence  of  narrowing  or  obliteration  of  the  cervix  or  vagina.  The  uterine  walls 
may  retain  their  normal  thickness,  be  thickened  or  thinned.  The  most  frequent  posi- 
tion of  the  stenosis  is  the  os  internum.  The  retained  contents  after  a  time  change  in 
character,  forming  a  thin,  serous  fluid — hydrometra — or  they  may  be  mixed  with  blood. 
The  dilated  uterus  mav  be  of  enormous  size.  If  both  os  internum  and  os  externum 
arc  closed  the  cervical  cavity  may  be  also  dilated  and  the  uterus  have  an  hour-glass 
shape;  or  the  dilatation  may  be  limited  to  the  cervix.  If  the  obstruction  is  not  com- 
plete, the  retained  fluid  may  escape  into  the  vagina  and  Ik*  followed  by  a  fresh  accumu- 
lation. If  the  obstruction  be  in  the  vagina,  the  uterus  and  vagina  may  form  a  large, 
flask-shaped  body,  and  the  line  of  demarcation  between  cervix  and  vagina  be  lost. 

Accumulation  of  menstrual  blood  in  the  cavitv  of  the  uterus — htrmatomttra—xa 
usually  due  to  congenital  stenosis  of  the  cervix  or  vagina,  and  may  be  very  great.  If 
the  fluid  is  not  evacuated  by  surgical  interference  there  may  be  either  rupture  or  ulcer- 
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ative  perforation  of  the  uterus.  The  blood  may  escape  into  the  abdominal  cavity,  or 
be  shut  in  by  adhesions,  or  perforate  into  the  bladder  or  intestines.  Sometimes  the 
blood  passes  into  the  Fallopian  tubes,  dilates  them,  and  escapes  through  their  abdom- 
inal ends. 

Changes  in  Position. 

The  body  of  the  uterus  may  become  fixed  in  an  abnormal  position,  while  the  situa- 
tion of  the  cervix  is  unchanged. 

Flexion. — The  body  may  be  bent  forward — anteflexion  ;  backward — retroflexion  ; 
or  sideways — lateral  flexion.  The  flexion  may  be  slight,  or  so  great  that  the  neck  and 
body  form  an  acute  angle.  Anteflexion  is  the  most  common  variety,  and  that  in  which 
the  flexion  is  greatest.  Peritoneal  adhesions,  flaccidity  of  the  uterine  walls,  particularly 
after  delivery,  atrophy  of  the  walls,  ovarian  and  other  tumors,  etc.,  are  the  usual  causes 
of  flexion. 

Version*  of  the  litems  consists  in  an  abnormal  inclination  of  the  long  axis  of  the 
organ  to  that  of  the  vagina.  The  uterus  may  be  inclined  backward,  forward,  or  to  one 
side. 

Reiroirr*ion  is  the  most  common.  The  fundus  uteri  is  directed  backward  and 
downward,  the  cervix  forward  and  upward.  This  condition  is  found  in  various  de- 
grees; in  the  highest  the  fundus  lies  in  Douglas'  cul-de-sac  with  the  cervix  upward, 
so  that  the  axis  of  the  uterus  is  parallel  to  that  of  the  vagina,  but  in  a  direction  nearly 
opposite  to  the  normal.  Abnormal  looseness  of  the  uterine  ligaments,  abnormally  large 
capacity  of  the  pelvis,  enlargement  or  tumors  of  the  uterus,  and  pregnancy  during  the 
first  four  months,  are  some  of  the  more  common  conditions  under  which  this  lesion 
occurs. 

Anh  anion. — Inclination  of  the  fundus  forward  and  downward,  and  of  the  cervix 
backward  and  upward,  is  not  common  and  seldom  reaches  a  high  degree.  It  occurs 
under  the  same  general  external  conditions  as  anteflexion. 

Luteroremion  is  not  very  common  as  a  simple  lesion,  but  is  not  infrequently  com- 
bined with  other  displacements.  It  may  be  produced  by  congenital  shortening  of  one 
of  the  broad  ligaments,  by  adhesions,  or  by  the  pressure  of  tumors. 

The  greater  degrees  of  version  may  produce  very  grave  lesions.  The  urethra  and 
rectum  may  be  compressed.  Cystitis,  perforation  of  the  bladder,  dilatation  of  the 
ureters  and  hydronephrosis,  and  fatal  obstruction  of  the  bowels  may  follow.  If  preg- 
nancv  exist  abortion  mav  take  place,  or  the  inverted  uterus  mav  be  forced  through  tin* 
peritoneum  and  posterior  wall  of  the  vagina  and  project  through  the  vulva.  In  the 
non -pregnant  uterus  pressure  on  the  veins  and  consequent  chronic  inflammation  of  the 
organ  may  follow. 

PiioL.vrsrs  I'tehi  consists  of  a  descent  of  the  uterus  into  the  vagina.  The  uterus 
may  be  only  slightly  lowered  or  it  may  project  at  the  vulva.  In  complete  prolapse  we 
find  a  tumor  projecting  through  the  vulva,  partly  covered  by  the  distended  vagina,  and 
presenting  the  opening  of  the  os  externum  near  its  centre.  The  bladder  and  rectum 
may  be  drawn  down  with  the  vagina  or  may  remain  in  place.  The  exposed  cervix  and 
vagina  usually  become  inflamed  and  sometimes  ulcerated,  or  the  mucous  membrane  mav 
become  thickened.     The  lesion  is  frequently  complicated  by  hypertrophy  of  the  cervix. 

Gradual  prolapse,  which  is  most  frequent,  may  be  due  to  an  increased  weight  of 
the  uterus,  as  in  pregnancy,  inflammatory  enlargement,  the  presence  of  tumors,  etc.  ; 
or  to  some  abnormal  condition  of  the  uterine  supports.  It  is  frequently  due  to  vaginal 
cystoeele  or  rectoeele.  Sudden  prolapse  is  most  apt  to  occur  in  an  enlarged  uterus  or 
one  unduly  heavy  by  reason  of  tumors  connected  with  it.  It  is  most  common  in  sub- 
involution after  parturition. 

Elevation  of  the  uterus  is  produced  by  mechanical  causes  crowding  or  dragging 
it  upward,  as  adhesions,  tumors,  etc.  The  vagina  is  drawn  up  and  lengthened,  and  the 
vaginal  portion  of  the  cer\ix  may  be  obliterated. 

Invlkmon  of  the  uterus  consists  of  an  invagination  of  the  fundus.  The  fundus  mav 
be  invaginated  in  the  body,  the  fundus  and  body  in  the  cervix,  or  the  entire  organ  in 
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the  vagina.  It  usually  occurs  when  the  uterine  walls  are  relaxed,  and  may  be  due  to 
traction  on  the  placenta  during  parturition.  It  may  take  place  spontaneously  after 
parturition.  It  may  be  produced  by  intra-uterine  tumors.  The  mucous  membrane  of 
the  inverted  organ  is  frequently  inflamed,  particularly  when  the  inversion  is  complete. 
The  epithelium  may  become  squamous  and  lamellated  in  type. 

IIkrnlk  of  the  uterus  are  rare.  Ventral  hernire  may  occur  during  the  latter  months 
of  pregnancy,  the  peritoneum,  aponeuroses,  and  skin  l>eing  forced  outward  to  form  a 
sac  in  which  the  uterus  lies.  Crural  hernia'  are  produced  by  the  drawing  down  of  the 
uterus  and  ovaries  into  the  sac  of  an  intestinal  hernia.  Inguinal  hernia  may  be  pro- 
duced in  the  same  way  or  be  congenital.  Ischiatic  hernia  has  been  seen.  Pregnancy 
may  occur  in  the  uterus  while  it  is  within  a  crural  or  inguinal  hernia. 


RUPTURE  AND  PERFORATION. 

Rupture  of  the  unimpregnated  uterus  is  rare.  It  may,  however, 
occur  when  the  uterine  cavity  is  distended  with  blood  or  serum,  or  iu 
connection  with  large  myomata  of  the  uterine  walls. 

In  the  gravid  uterus  ruptures  have  been  seen  in  nearly  every  month 
of  pregnancy,  but  most  frequently  toward  the  end.  The  rupture  may  be 
due  to  a  thinning  of  the  uterine  wall  by  tumors,  or  by  violent  contusions, 
or  as  the  result  of  cicatricial  contraction  of  the  os. 

It  most  frequently  takes  place  in  parturition.  Malpositions  of  the 
fcetus,  narrowing  of  the  pelvis,  protracted  labor,  thinning  of  the  uterine 
wall  from  tumors,  forcible  use  of  the  forceps  and  other  instruments,  are 
the  ordinary  causes.  The  rupture  may  be  in  the  body  of  the  uterus  or 
the  cervix,  or  both;  it  may  be  large  or  small;  it  may  extend  completely 
or  only  partly  through  the  uterine  wall.  The  consequences  of  partial 
rupture  are  haemorrhage,  gangrenous  inflammation  of  the  edges  of  the 
rupture,  peritonitis,  and  usually  death.  In  rare  cases  the  rupture  cica- 
trizesand  the  patient  recovers.  Complete  rupture  usually  leads  to  death 
in  a  short  time.  The  fcetus  may  escape  partly  or  completely  into  the 
abdominal  cavity.  If  the  patient  survive  the  immediate  shock,  fatal 
peritonitis  usually  soon  ensues.  In  rare  cases  the  foetus  is  shut  in  by 
adhesions  and  the  patient  survives. 

Perforations  of  the  uterus  may  be  produced  by  carcinoma,  by  ab- 
scesses in  its  neighborhood,  and  by  ovarian  cysts. 

HYPEREMIA  -  UTERINE  AND  PERI-UTERINE  HAEMORRHAGE. 

Hyperemia. — Aside  from  the  active  menstrual  hyperemia,  the  uterus 
may  lie  hypcremic  in  acute  and  chronic  inflammation,  as  a  result  of  dis- 
placement of  the  organ,  and  in  certain  forms  of  heart  disease.  The  organ 
is  usually  enlarged,  the  mucous  membrane  swollen,  and  the  veins  are  more 
or  less  evidently  dilated.     (Edema  may  l>e  associated  with  hyperemia. 

Haemorrhage, — Effusion  of  blood  into  the  cavity  of  the  uterus  occurs 

normally  at  the  menstrual  periods.     For  the  abnormalities  to  which  this 

function  is  subject  we  refer  to  works  on  gynaecology.     Effusions  of  blood 

at  other  than  the  menstrual  periods  may  be  associated  with  mechanical 
39 
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hyperemia,  haemorrhoids,  acute  hyperemia,  intra- uterine  polypi  and 
other  t mud's,  acute  and  chronic  inflammation,  typhus  fever,  scurvy,  etc., 
ulcerating  carcinoma,  abortions,  and  miscarriage. 

A  peculiar  form  of  haemorrhage  results  in  the  so-called  }>olypoid  hcema 
toma,  or  Jibrhioux  polyp.  It  occurs  after  parturition  and  after  abortions. 
The  portion  of  the  uterine  wall  where  the  placenta  was  attached,  with  or 
without  a  portion  of  retained  placenta,  forms  the  point  of  attachment  of 
the  pedicle  of  the  thrombus.  A  bloody  mass  is  firmlyT  attached  by  a 
pedicle  to  the  uterine  wall ;  the  uterus  enlarges  with  its  formation,  the 
cervix  is  dilated,  and  the  thrombus  may  project  into  and  fill  the  vagina. 
The  formation  of  such  a  thrombus  is  accompanied  by  repeated  hemor- 
rhages. 

Hemorrhage  in  the  substance  of  the  uterus  occurs  in  arterio-sclerosis. 
The  mucous  membrane  and  uterine  wall  or  the  cervix  are  infiltrated  with 
blood,  and  there  may  be  blood  in  the  uterine  cavity. 

Peri-uterine  or  Retro-uterine  Hematocele  consists  in  an  accumulation  of 
blood  around  the  uterus  or  in  Douglas'  cul-de-sac.  The  hemorrhagic 
mass  may  become  encapsulated  with  fibrous  tissue,  or  may  soften  or 
suppurate  and  perforate  into  rectum  or  vagina,  or  may  be  ubsorlted. 
A  form  of  extraperitoneal  hematocele  is  described  in  which  the  blood 
lies  between  the  folds  of  the  broad  ligament.  The  extravasation  may 
proceed  from  haemorrhage  of  any  of  the  abdominal  viscera  or  rupture  of 
aneurisms;  from  vascular  new-formed  false  membranes;  from  rupture  of 
the  varicose  veins  of  the  broad  ligaments;  from  rupture  of  hemorrhagic 
cysts  of  the  ovaries;  from  the  Fallopian  tubes  in  tubal  pregnancy  or  in 
lueinatometra;  or  from  general  causes,  such  as  scurvy,  purpura,  etc.  In 
sonic  cases  the  extravasation  begins  at  a  menstrual  period,  and  inci-eases 
at  the  succeeding  periods. 

Ante-uterine  Hematocele  is  of  occasional  occurrence,  either  in  connec- 
tion with  the  retro -uterine  form  or  when  the  posterior  cul-de-sac  is  ob- 
literated. 

ATROPHY,   DEGENERATION,   ETC. 

Atrophy  of  the  uterus  occurs  as  a  physiological  process  in  old  age. 
It  may  be  associated  with  severe  general  or  infectious  diseases  or  follow 
removal  of  the  ovaries.  It  may  follow  pregnancy  apparently  as  an  ex- 
cessive involution  process. 

Fatty  Degeneration. — This  may  occur  in  connection  with  inflammatory 
changes,  in  acute  infectious  diseases,  and  in  phosphorus  poisoning. 

Amyloid  Degeneration  in  the  uterus  is  of  ran*  occurrence.  It  may 
affect  the  muscle  fibres  or  the  walls  of  the  blood-vessels. 

Phagedenic  or  Corroding  Ulcer. — This  rare  and  little  understood  form 
of  ulceration  usually  occurs  in  old  age.  It  ltcgins  in  the  cervix  ami 
gradually  extends  until  it  may  destroy  the  greater  part  of  the  uterus  or 
even  invade  the  bladder  and  rectum.  The  ulcer  is  of  irregular  form:  its 
base  i>  rough  and  blackish,  its  walls  are  indurated.  It  should  not  lie 
confounded  with  carcinomatous  ulcer,  which  it  considerably  resembles. 
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INFLAMMATION.    (Metritis  and  Endometritis.) 

I.  Inflammation  of  the  Unimpregnated  Uterus. 

Acute  Catarrhal  Endometritis. — In  this  disease,  which  in  its  lighter 
grades  may  leave  but  little  alteration  after  death,  the  mucous  membrane 
is  swollen,  hypenemic,  and  sometimes  the  seat  of  punctate  haemorrhages. 
The  epithelium  may  be  degenerated  and  may  desquamate,  and  the  mucosa 
contain  an  undue  quantity  of  small  spheroidal  cells.  The  surface  is  more 
or  less  thickly  covered  with  mucopurulent  exudate.  In  severe  cases 
shreds  of  mucous  membrane  may  be  exfoliated.  The  lesion  is  usually 
most  marked  in  the  mucous  membrane  of  the  body,  but  may  involve  the 
cervix  at  the  same  time,  or  the  cervix  alone.  The  body  of  the  uterus 
may  Ik*  swollen  and  hypenemic. 

In  Endometritis  exfoliativa  (membranous  dysmenorrhea)  there  may  be 
an  expulsion,  with  more  or  less  blood,  of  membranous  masses  consisting 
of  fibrin  mingled  with  blood  and  pus  cells,  or  consisting  of  exfoliated 
superficial  layers  of  epithelium.  This  exfoliated  epithelium  is  frequently 
much  flattened  so  as  considerably  to  resemble  the  vaginal  epithelium. 
When  the  shreds  are  large  the  openings  of  the  uterine  glands  may  be  seen 
as  perforations.1 

Acute  catarrhal  inti animation  of  the  uterus  may  be  due  to  injury,  ex- 
posure during  menstruation,  gonorrheal  infection,  local  infection  with 
other  bacteria,3  or  it  may  accompany  the  general  acute  infectious  diseases. 

Chronic  Endometritis. — This  may  be  a  continuation  of  an  acute  inflam- 
mation or  begin  as  a  chronic  process.  In  some  of  the  lesser  degrees  of 
inflammation  but  slight  changes  are  found  after  death.  The  mucous 
membrane,  on  the  other  hand,  may  be  swollen,  hypenemic,  and  covered 
with  mucopurulent  exudation.  In  other  cases  there  is  more  or  less  well- 
marked  thickening  of  the  mucous  membrane,  which  may  present  a  smooth 
or  a  rough  papillary  surface  or  polypoid  outgrowths. 

The  thickened  mucous  membrane  may  show  on  microscopical  examina- 
tion considerable  hyperplasia  of  the  uterine  glands.  These  may  be  fairly 
normal  and  regular  in  type;  or  the  epithelial  cells  may  be  much  increased 
and  irregularly  massed  within  the  tubules  (Fig.  354);  the  hyperplastic 
glands  are  often  contorted,  forming  irregular  spirals  (Fig.  355).  The 
interglandular  stroma  of  the  mucosa  may  be  little  changed  or  much 
thickened;  it  may  be  dense  or  very  loose  in  texture  and  formed  largely 
of  small  fusiform  and  spheroidal  cells.  It  is  often  extremely  vascular 
and  may  l>e  the  seat  of  interstitial  luemorrhage.  If  there  be  considerable 
growth  of  new  gland  structure  the  condition  is  called  "glandular  hyper- 
plasia "  of  the  mucous  membrane.  It  is  often  difficult  in  the  microscopical 
examinations  of  small  portions  removed  from  the  uterine  mucous  mem- 

1  Sec  DeWitt.  Am.  Jour,  of  Obstetrics,  vol.  xlii..  1900.  bibliography. 

•  For  an  account  with  bibliography  of  the  lwcteria  of  the  vagina  set*  William*.  Am. 
Jour,  of  Obstetrics,  vol.  xxxviii..  No.  4.  1N98;  for  bacteria  of  nonpregnant  uterus 
see  Miller,  Johns  Hopkins  Hosp.  Bulletin,  vol.  x.,  p.  29,  1899,  bibliography. 


(J12  THE   REPRODUCTIVE  ORGANS  OF  THE   FEMALK. 

brane  by  curetting  to  decide  whether  the  lesion  be  a  simple  glandular 
hyperplasia  or  adenoma.  In  fact  glandular  hyperplasia  may  apparently 
lead  to  so  excessive  aud  unrestrained  a  growth  of  glandular  structures  in 
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the  mucous  membrane  as  to  justify  the  designation  adenoma  or  maliffnamt 
adenoMiiUtHH  hyprrptania. 

Sometimes  a  thick  layer  of  new-formed,  very  vascular  tissue  develops 
over  the  surface  of  the  mucous  membrane,  largely  covering  in  the  uterine 
glands  ("Fig.  350).  From  the  decomposition  of  extravasated  blood  in 
the  mucous  membrane  the  latter  may  l»e  mottled  with  browu  or  black. 
The  glandular  elements  of  the  mucosa  may  1m;  partially  or  almost  entirely 
destroyed.  The  papilla1  of  the  cervix  may  lie  hyportrophied,  the  mucous 
follicles  swollen  and  their  outlets  obstructed,  leading  to  the  formation  of 
the  so-called   ovula  Nabothi.      The  uterine  wall   becomes  flaccid   and 
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atrophied,  or  it  may  be  hyperplastic  especially  in  Hie  cervical  portion. 
Ulceration  of  the  mucous  membrane,  especially  of  the  cervix,  may  occur. 
Contraction  or  obliteration  of  the  cervical  canal  may  ooenr. 

Fibrous  hyperpHuda  of  the  cervix  with  ectasia  of  the  Xabothian 
glands  anil  thickening  and  erosion  or  ulccrniiouof  the  mucous  membrane 
is  a  frequent  condition  at  the  climacteric  period  (  Fig.  357).  Under  these 
conditions  both  the  clinical  manifestations  and  the  genera]  appearance  of 
the  cervix  on  Inspection  often  suggest  the  existence  of  cancer. 

Chronic  endometritis  may  occur  at  any  age,  but  is  mosi  frequent 
after  puberty,  and  is  due  to  a  great  variety  of  conditions.     It  may  occur 


I- -'■!■■  n-iii' :  ■ 
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in  Ul-nonriahed  persons  or  in  those  suffering  from  exhausting  diseases. 
Ii  may  follow  displacements  ami  tumors  of  the  uterus,  subinvolution, 
injuries,  etc. 

Croupous  Endometritis,— This  form  of  inlhimnintinn  is  not  verve.ua 
moii.  It  occasionally  occurs  in  the  puerperal  uterus,  and  in  acute  Infec- 
tions diseases.  It  sometimes  involves  ibe  vulva,  vagina,  and  Fallopian 
tubes.     \t  may  coexist  with  croupous  itiHaniuiation  of  the  colon. 

Tuberculous  Endometritis.— This  is  rate  and  usually  occurs  as  part  of 
tnlwrculoits  inflammation  of  the  genitourinary  tract.  A  part  or  the 
whole  of  the  cavity  of  the  uterus  may  l>e  lined  with  B  rough,  yellowish 
ttr  gray,  eaxemis  mass,  which  may  deeply  involve  the  muscular  walls  of 
the  organ.      At  the  edges  of  the  ulcerating  caseous  areas  there  may 
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miliary  l ill M' idi-s,  or  these  may  lie  scattered  thr»iu;li  tin1  otherwise  in- 
tact UlllCIISil. ' 

Syphilitic  Endometritis. — This  is  usually  cnnliued  to  the  cervical  por- 
tion, aiul  is  characterized  hy  shallow  or  deep  ulcerations  and  condyloma! a 
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uterine  wall ;  these  may  perforate  into  the  peritoneal  cavity  or  into  the 
rectum. 

Chronic  Metritis  may  follow  acute  metritis  or  accompanies  acute  or 
chronic  endometritis,  and  is  dependent  upon  similar  conditions:  subin- 
volution, displacements,  tumors,  active  irritants,  etc.  The  uterus  is  en- 
larged, the  wall  congested,  thickened,  and  soft,  or,  owing  to  the  new 
formation  of  connective  tissue,  hard  and  dense.  The  lesion  mav  be  most 
marked  in  the  body  or  in  the  cervical  portion. 

Perimetritis. — The  peritoneal  coat  of  the  uterus  may  be  inflamed,  with 
the  production  of  membranous  adhesions  or  of  pus.  The  adhesions  may 
be  small  or  very  extensive,  and,  owing  to  their  contractions,  may  cause 
various  distortions  and  displacements  of  the  pelvic  organs.  The  inflam- 
mation is  usually  an  accompaniment  of  chronic  metritis  and  endometritis. 
In  prostitutes  such  adhesions  are  of  very  common  occurrence. 

Parametritis. — The  connective  tissue  about  the  uterus,  between  that 
organ  and  the  reflexions  of  the  peritoneum,  may  be  the  seat  of  suppura- 
tive inflammation.  It  most  frequently  ends  in  death,  but  may  result  in 
the  formation  of  dense  connective  tissue  about  the  uterus. 

II.  Inflammation  of  the  Pregnant  Uterus. 

The  forms  of  inflammation  which  have  just  been  described  may  also 
occur  in  the  pregnant  uterus.  Catarrhal  endometritis  may  lead  to  effusion 
of  serum,  extravasations  of  blood,  and  abortions.  Metritis  may  lead  to 
softening  of  the  uterine  wall,  so  that  rupture  takes  place  during  labor. 
Perimetritis  and  parametritis  produce  adhesions  and  abscesses  about  the 
uterus. 

Infectious  Inflammation  (Puerperal  Fever). — For  a  week  or  more  after 
delivery  the  inner  surface  of  the  still  dilated  uterus  is  rough,  especially 
at  the  insertion  of  the  placenta,  and  covered  with  dark  shreds  of  blood, 
mucous  membrane,  and  placenta.  This  condition  should  not,  as  is  some- 
times the  case,  be  mistaken  for  inflammation  or  gangrene. 

As  a  result  of  injury  to  the  uterus  or  vagina  during  or  after  delivery, 
and  the  action  of  bacteria  which  may  gain  access  to  the  tissues,  in  this 
vulnerable  state,  the  puerperal  uterus  is  liable  to  become  the  seat  of  a 
series  of  severe  and  often  destructive  inflammatory  and  necrotic  changes. 
These  may  be  confined  to  the  uterus ;  they  may  induce  serious  alterations 
in  surrounding  parts;  they  may  lead  to  an  involvement  of  the  peritoneum 
or  to  septicemia  or  pytemia  and  its  accompanying  lesions  in  the  most 
distant  parts  of  the  body.  In  some  cases  a  more  or  less  extensive  gan- 
grenous inflammation  of  the  mucous  membrane  and  the  underlying  parts 
may  lead  to  the  casting-off  of  larger  and  smaller  shreds  of  necrotic  tissue 
and  the  formation  of  deep  and  spreading  ulcers,  which  may  be  accom- 
panied by  severe  parametritis  and  fatal  j>eritonitis.  In  other  cases  the 
inflammation  is  croupous,  and  may  affect  the  vagina  leading  to  necrosis, 
gangrene,  ulceration,  or  peritonitis. 

In  connection  with  either  of  the  above  forms  of  inflammation,  or 
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without  theiu.  there  may  U-  thrombosis  of  the  uterine  sinuses,  purulent 
inllaiiiiiiiiiii.il  of  the  veins,  suppuration  ami  abscess  in  the  uterine  wall, 
suppurative  inflammation  of  the  ovaries  and  tubes,  and.  owiuj:  to  the 
Ifeucrdizatiou  of  (lie  iufectious  materia),  metastatic  abscesses  iu  tin-  longs. 
spleen,  kidneys,  etc.  Or  acute  pleurisy,  ulcerative  endocarditis,  ery- 
sipelas, purulent  i  [inanimation  »f  the  joints.  hyperplastic  swelling  of  the 
spleen  and  lymph- nodes,  thrombosis  or  throm  bo -phlebitis  of  the  saphen 
ous  veins,  etc..  may  follow.  In  some  eases  which  rapidly  iku*s  to  a  fatal 
termination  the  local  lesions  may  be  but  slightly  tuarkeil.  and  general  al- 
terations elianicteri«ie  of  pywuiia.  such  as  metastatic  abscesses,  ett-..  lie 
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entire!)  wanting.  Death  is  in  >m-li  cases  apparently  dne  to  toxiemia  or 
ScpHiM  una. 

It.Ki.-na  mi-  usually   present   in  tin-  exudate,  in  the  lymph  v esse K 

vein-,  and  inflamed  tissi t"  the  uterus  (see  Fty.  :(.'iS  i;  often  in  enormous 

i|ii.iiitui.-  in  i In-  peritoni mI  exitdation  and  in  Hie  metastatic  itiHaininutory 
foei,  Stti'ptocoi-eiis  pynyetie».  the  frnnncoeciis,  II.  aerotrenes  eapsulntus. 
inn)  I  Ik  colon  but-Hlii*  an-  the  most  fivipteul  excilauts  of  the  lesion. 


Fibromata. — Dense  nodular  fibromata  of  the  uterus  are  rare,  the  so- 
railed  liliiiiniata  bciiijr  in  most  eases  inyoniata  or  lihro-myoniata.  Fibi-vma 
pii/iif/nrr.  on  the  other  hand,  is  a  common  form  of  fjrnwth  from  the  nut- 

i(*.. Ii  W.:U.r...th.  -in,  l>iiii'i.i-ml  Infei-iinn.'Am.  .lour,  nf  (lbstrtriot.ToI.xltH.. 
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cons  membrane.  It  consists  of  a  more  or  less  vascular  connective-tissue 
stroma  covered  with  epithelium.  The  surface  may  be  smooth  or  villous. 
It  may  contain  very  numerous  gland  follicles,  and  then  approaches  the 
type  of  adenoma,  or  even  carcinoma.  The  stroma  may  be  loose  and 
succulent,  and  resemble  mucous  tissue,  forming  the  so-called  mucous 
polypi.  In  any  of  these  forms  the  blood-vessels  may  be  abundant  and 
dilated,  forming  telangiectatic  or  cavernous  polypi.  The  adenomatous 
polypi  may  become  cystic  from  the  dilatation  of  the  gland  follicles. 

Polypi   of  the   uterus  may  be  multiple  or  single,   small   or  large. 
Numerous  smaller  and  larger  papillary  outgrowths  from  the  mucous 
membrane  may  occur  in  chron- 
ic endometritis.     Single  polypi  /--■;■  ■; .;  *.-,->*,•", 
may  grow  from  the  mucosa  of 
the  body  of  the  uterus  or  from                 /    V 
the  cervix,  and  hang  by  a  long 
pedicle  down  into  the  vagina. 

The  large  number  of  glan- 
dular  structures   in   many   of  ■ -r\      \         • 
these     chronic     inflammatory, 
pupillary,  and    polypoid   out-         , ■■■'■'''■ 
growl  lis  (Fig.  3IW)   often  jus 
lilies  the  name  of  adenomatous       < 
hyperplasia     of     the     mucous 
membrane  or  of  adenomatous 
pupillomata  or  polyps. 

.Syphilitic  papillary  growths 
in  the  form  of  pointed  eondy-  j 
lomata  may  form  finely  papil- 
lary, wart-like  excrescences  of 
variable  size,  particularly  on 
the  cervix. 

Myomata,  —  These  tumors, 
whose  characteristic  structural 
elements  are  smooth  muscle 
pells  (see  Fig.  162,),  are  the 
most  common  of  uterine  tumors 
and  while  frequently  of  little 

practical  importance  are  sometimes  of  serious  import.  They  are  espe- 
cially common  in  negroes.  They  are  most  frequently  composed  of  both 
muscular  and  fibrous  tissue — flbromyomatu — but  the  relative  amount  of 
the  two  kinds  of  tissue  is  subject  to  great  variation.  They  are  most  apt 
to  occur  after  puberty,  and  usually  in  advanced  life.  They  may  be 
single  or  multiple,  small  or  of  enormous  size;  are  usually  sharply  cir- 
cumscribed, whitish  or  pink,  dense  and  hard,  or  sometimes  soft,  and  pre- 
sent on  section  interlacing  bands  or  irregular  masses  of  glistening  tissue. 
Their  favorite  situation  is  in  connection  with  the  body  of  the  uterus, 
but  they  may  occur  in  the  cervix  or  in  the  folds  of  the  broad  ligaments. 
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According  to  their  position  we  may  distinguish  subserous,  submucous, 
and  intraparictal  forms. 

The  HiibficroiiH  myomata,  often  multiple,  grow  from  the  outer  muscular 
layers  of  the  uterus  in  the  form  of  little  nodules.  As  they  increase  iu 
size  they  may  become  separated  from  the  uterine  wall  and  remain  at- 
tached only  by  a  narrow  pedicle  or  by  a  little  connective  tissue;  or  may 
even  be  entirely  free.  They  may  work  their  way  between  the  folds  of 
the  broad  ligament  until  they  are  at  some  distance  from  their  point  of 
origin.  The  tumors  may  become  very  large,  but  remain  firmly  attached 
to  the  uterus;  this  organ  may  then  be  drawn  upward,  the  cervix  and 
vagina  being  elongated  and  narrowed.  The  traction  may  be  so  great  that 
the  body  of  the  uterus  is  entirely  separated  from  the  cervix.  The  blad- 
der may  also  be  drawn  upward. 

The  Mubmucous  myomata  grow  from  the  inner  muscular  layers  of  the 
uterine  wall,  most  frequently  in  the  fundus.  They  may  project  into  the 
uterine  cavity  and  remain  sessile  or  become  pediculated ;  the  litems 
dilates  with  the  growth  of  the  tumor,  and  its  walls  may  be  also  thickened. 

They  are  usually  single,  although  there  may  be  at  the  same  time  sub- 
serous and  iutraparietal  tumors.  They  are  frequently  soft.  If  they  are 
of  large  size  and  polypoid  in  form,  they  may  project  through  the  cervix 
and  drag  down  the  fundus  of  the  uterus,  producing  inversion.  The 
mucous  membrane  covering  them  may  be  atrophied  or  hypenemic,  with 
dilated  blood-vessels,  and  may  thus  give  rise  to  severe  and  repeated 
haemorrhages.  In  some  cases  the  pedicle  of  a  tumor  is  destroyed  and  it 
is  spontaneously  expelled. 

The  intra  parietal  myomata  grow  in  the  substance  of  the  uterine  wall, 
but,  if  they  attain  a  large  size,  project  beneath  the  serous  or  the  mucous 
coat.  They  are  found  in  every  part  of  the  uterus,  but  are  niost  frequent 
in  the  posterior  wall. 

The  shape  of  the  uterus  is  altered  in  a  great  variety  of  ways  by  the 
presence  of  these  tumors;  its  cavity  is  narrowed,  dilated,  or  misshapen; 
it  undergoes  llexion  or  version.  The  tumors  may  sink  downward  and 
become  attached  to  the  posterior  wall  of  the  vagina. 

Mvoinata  niav  undergo  a  variety  of  secondary  alterations.  The  imis- 
cle  fibres  may  undergo  fatty  degeneration  and  the  tumor  diminish  in  size, 
or  mav  eyen  it  is  said  be  entirelv  destroyed.  Calcification  mav  occur, 
converting  a  part  or  the  whole  of  the  tumor  into  a  stony  mass.  The  iu- 
traparietal and  submucous  myomata  may  give  rise  to  profuse  hiemor- 
rhages; they  may  suppurate  and  Income  gangrenous. 

Sometimes  the  tumors  or  circumscribed  portions  of  them  are  very 
vascular,  constituting  the  telangiectatic  or  carcmotm  variety.  These 
tumors,  which  possess  some  of  the  characters  of  erectile  tissue,  may  sud- 
denly change  in  size  from  a  variation  in  the  amount  of  blood  which  thev 
contain.  Larger'  and  smaller  cvsts  mav  develop  within  these  tumors — 
fibm-enstic  tmnnrs.  These  mav  be  multiple  and  mav  communicate;  thev 
may  be  tilled  with  a  clear  or  bloody  fluid.     These  evstic  mvoinata  mav 

•  «  ■  •  « 

reach  an  immense  size  and  till  the  abdominal  cavity.     The  cvsts  mav  be 
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lined  with  ciliated  epithelium, '  Combinations  of  myoma  and  sarcoma 
son  i  e  ti  m  es  oce  u  r — hi  yotta  i  coma. 

Myomata  of  the  cervix  are  rare.  They  may  grow  as  polypi  beneath 
the  mucous  coat,  or  produce  enlargement  of  the  anterior  or  posterior 
lips,  or  may  grow  outward  into  the  abdominal  cavity. 

Myomata  of  the  uterus,  either  snbserous,  intraparietal,  or  submucous, 
containing  glandular  structures  of  the  type  of  those  in  the  uterine  mucosa, 


are  of  occasional  occurrence  (Fig.  300).  These  glandular  or  adenoma- 
tous myomata  are  sometimes  directly  connected  with  the  uterine  mucous 
membrane,  but  are  often  so  distant  and  so  entirely  separated  from  it  as 
to  justify  the  conjecture  that  they  are  derived  from  some  embryonal  ab- 
normality associated  with  the  development  of  the  Wolffian  body.*  Simi- 
lar tumors  have  been  described  in  the  round  ligament.' 

Sarcomata  may  occur  as  primary  tumors  in  the  mucous  membrane  of 
the  uterus,  either  in  the  form  of  a  diffuse  infiltration  or  as  a  circumscribed 
nodular  or  polypoid  mass.  They  frequently  involve  the  muscular  wall, 
are  liable  to  hemorrhage  and  gangrene,  and,  particularly  iu  the  diffuse 
form,  are  liable  to  recur  after  removal.  They  may  consist  largely  of 
spindle  or  spheroidal  cells,  or  both.  It  is  said  that  sarcoma  of  the  uterus 
is  more  liable  to  occur  at  an  advanced  age  than  at  an  early  period,  as  is 
the  rule  with  sarcomata  of  other  organs.  Giant-celled  sarcomata  have 
been  described. 

Angioma. — Cavernous  angiomata  of  the  wall  of  the  uterus  have  been 
described.     Endothelioma  is  of  rare  occurrence  in  the  cervix.' 

Adenoma. — Between  a  simple  adenomatous  hyperplasia  of  the  mucous 
membrane  of  the  uterus,  on  the  one  hand  (see  Figs.  354  and  355),  aud 

'Consult  monograph  by  Breii*,  "Ueber  wahre  Epithet  fnlirenile  CvstenbtUlung 
(1.  I'terusMyomen.'7  Leipzig,  18M. 

*  Ctillfii.  Johns  Hopkins  Hospital  Reports,  vol.  \ 

'  CttlUn,  Bull.  Johns  Hopkins  Hospital  Reports, 
also  Winter,  Am.  Jour.  Obstetrics,  vol.  xxxvii..  |i.  3.,  ic-oo. 

lUardon,  Johns  Hopkins  Hospital  Bulletin,  vol.  ix.,  p.  186,  1898,  bibliography. 


name  adenoma  is  properly  applied,  which  lie  on  the  border  zone  between 
the  distinctly  benign  and  the  definitely  malignant  new  epithelial-UsBae 
growths. 

Many  epithelial-cell  growths  of  the  uterus,  while  adenomatous    in 
structure,  are  so  distinctly  malignant,  and  arc  so  liable  to  develop  that 


structural  lawlessness  rharartcristie  »f  i-archirnna  Hint  it  has  seemed  v 
to  many  observers  to  avoid  the  name  adenoma   altogether  and  rlnnn  all 
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the  epithelial  tumors  of  the  uterns  among  the  earcinomata.      Others, 
recognizing  the  benign  character  of  many  of  the  epithelial  tumors  of  the 
uterus,  have  adopted  a  sharp  distinction  be- 
tween benign  and  malignant  adenoma. 

It  seems  to  the  writer  wise  to  preserve 
here,  as  elsewhere  in  the  body,  the  morpho- 
logical distinction  between  adenoma  and 
carcinoma.  But  in  doing  thin  it  should  al- 
ways be  borne  in  mind  that  the  adenomata 
of  the  uterus,  as  those  of  the  gastrointestinal 
canal,  may  not  only  be  extremely  malignant 
its  adenomata,  hid  that  the  more  benign 
forms  are  extremely  prone  to  develop,  both 
in  structure  and  malignancy,  into  carcino- 
mata.  In  fact,  in  many  cases  we  can  ex- 
press the  peculiarities  of  structure  in  these 
tumors  only  by  calling  them  adenocarci- 
noma. 

The  adenomata  of  the  uterus  may  begin 
iu  a  simple  hyperplasia  of  the  mucous  mem- 
brane,  in  which  glandular  development   is  preponderant  (see  above). 
When    the  tumor  character   becomes  established  this   new   glandular 
growth   is  commonly  in  the  form  of  irregular,   often  dilated  follicu- 
lar structures  with  a  well-marked  lumen  lined  with  cylindrical  or  eu- 
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boidal  rolls.  It  may  develop  in  irregular  papillary  masses  (Fijr-  SVA  )% 
the  more  or  less  abundant  fibrous  stroma  lieing  eovered  with  irregular 
layei^s  of  epithelium  (  Figs.  ttf>2  and  W>3).     The  new  growth  may  project 


*      *    ■        . 

^ ■?*<&  ^   ■    y.*fi&%  ■■■-  -•-  *- 


> 


.-     .71;       V 
>    w  ,-■%:■ 


.;.    J-.  >*••■  .    ■  %  .       <-^ 


1 


'  .. 


h"  *    'V    '     ':  .'■■■■■ 


Fig.  :W5.— adi-noma  of  tiik  I'mirs. 

sho\viiiLr  !h«' Hxl«'ii»i|iin  of  flu*  iii'\v  irmwih  into  th«*  «Ii*«*|i«t  |»o|-tion*  of  tin*  cervix.  Thf  stiiion  «im\u 
(itii- -jiii*  nf  iiii- i'it\ ix.  Tin*  i'piihi*lliiiii  n\«>r  ihi*  |Mirtl<i  vHirinuli<  isliituri:  In  tin*  liirlit  upikt  nirion  in  ih»- 
tltfiiiv  i>  mvh  a  rairirtMl  «*n»ioti  of  thf  rpitlu-lium  lining  tin*  «t*r\i«-al  runut  and  thr  rxpiwurv  of  a  portion  nf 
thf  tumor  irrowth  u|M)n  Uw  in-*'  Mirfari'. 

from  the  inner  surface  of  the  uterus  in  the  form  of  rajjjred  lobuhir 
masses  (  Ki^.  Ml  \  or  it  may  infiltnite  the  submucous  tissues  i  Fi«r.  :Uir*)m 
<  )]■  growth  in  both  directions  mav  oeeui'  at  once. 

The  topographical  featmvs  and  clinical  stories  of  many  ad<MM»mata 
of  the  uterus  are  identical  with  those  of  the  infi  It  rating  and  ulceruliii" 
<aareinomat:i. 

Carcinoma.' —  The  carcinomata  of  the  uterus  commence  most  fivqucnt  1  v 
in  the  cer\iv  and  portio  vaginalis,  and  the  most  common  form  is  tin* 
epithelioma.  The  growth  of  cpithcliomata  of  the  cervix  uteri  proceeds 
under  three  tolerably  distinct  forms  which,  however,  frequently  nier^e 
into  one  another. 

1.  The  Hat.  ulcerating  epithelioma.  This  form  of  cancer  comiueiice.N 
as  n  somewhat  elevated,  tlat  induration  of  the  superlicial  layers  < if  th«» 
cer\  i\,  soiiietiincN  circumscribed,  sometimes  diffuse.  This  induration  is 
due  t<»  the  growth  of  plu^s  and  irregular  masses  of  epithelial  <*ells  into 
the  uudcrU  in;;  ti^ue  -  Ki^.  :>i»Im.  I'leeratiou  usuallv  commences  earlv 
(..n-iiilt  ti-r  «lt  i:iiW  ('••>',!,.  "Ciin-iMoina  nf  tin-  I'tcnis,"  MHH) 
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mid  may  proceed  slowly  or  rapidly.  The  edges of  the  ulcer  are  irregular, 
indurated,  and  somewhat  elevated.  Tbe  ulceration  of  the  new-formed 
cancerous  Uasoeal  the  edges  is  usually  progressive,  bo  that  the  vaginal 
portion  Of  the  cervix,  the  cervical  canal,  the  vagina,  and  even  the  blad- 
der and  ifeliim  may  lie  involved.  More  or  less  extensive  heBmorrbages 
and  necrosis  of  Hit-  base  of  Hu>  ulcer  niv  liable  to  occur.  The  entire  cer- 
vix may  lie  destroyed. 

2.  Iu  another  class  of  eases  the  carcinomatous  growth  develops  under 
the  Form  Of  papillary  or  fungous  excivseences,  which  may  form  larger  or 
smaller  masses  composed  of  epilhelioinatous  tissne.  Hand  in-hand  with 
this  projecting  growth  there  may  ooour  an  epithelial  infiltration  of  the 
underlying  tisane  of  the  can  ix.     These  growths  are  often  quite  vascular 


^■IHbw 


Mi.nuni.-r IMiiiri-t'iIti.'lliitri.|liruiw-. 

and  may  give  rise  to  severe  banaorrhagOS.     They  may  nleerate  and  thus 
produce  great  destruction  of  tissue. 

:i,  In  still  another  class  of  cases  there  is  a  autn  or  [ass  deep  iutiltra 
tiiui  of  the  submucous  tissue,  either  diffuse  or  in  circumscrilied  ihhIuIcs. 
with  epithelial  cell  masses.  \\  .■  flttd  at  tiist.  in  the  vaginal  portion  of 
the  cervix,  in  the  submucous  connective  tissue,  either  nodules  or  a  gen- 


fc*  the  kefboocvtite  oar,  us  or  the  fexaix. 

tL-«ew-.  rhr  »w«orpr>>a  •/  ■^-i-to-vus*  nnt+r-al-.  «*..  air-  ape  to  (pad  to  the 
<fc-r*i'^an»"=.t  «rf  *  »•**■  ••r  >**  pr*torari  aasrniia  and  «-»H»ex£*. 

Pbo^M—  MafcgMm — l*n*j*r  nrvxc*  tan»^  -*-irral  cunoos  inmors 
M  tbir  Tt-r^.-  h*'-*-  t»»-n  described  whi«-h.  r^senbi*  each  other,  bat  which 
differ  Li  «n^f  nr*>  from  any  of  th>>*  in  the  K-nai  li-ts.  Tbey  art.  how 
ever.  n.*«-f  *-l'*-*-iy  ailsed  to  the  -arrooutu.  TVy  all  «<*ur  in  the  sterns 
after  preznaocy.  a&*i  ait  a(>|*art»  beoV-rivedir>.n«  rvBuit>(rf  theileeidna 


Tie.,  t.ip .  -rucnnroiri  KUKm-fiscmou. 

fir  its  a.wx-iated  structures  fFig.  36P>.  They  frequently  give  rise  to 
(Hemorrhage-  ami  are  apt  to  form  metastases,  especially  in  the  vagiua 
ami  lung.-. 

Tin-  struct  tire  »f  these  tumors  varies  considerably.  The  most  typical 
form-  cou-ist  of  irregular  clusters  or  trabecule  »f  large  irregular- shaped 
cell-  with  j  j  ion  i  i  lien  t  line  lei  or  of  masses  nf  protoplasm,  as  well  as  of 
Mini]  !•■]  cells.  These  cells  ami  cell  masses  often  enclose  blood  spaces  (  Fig. 
:("«  :.     Then-  i-i  relatively  little  struma— xi/itrytiomii. 

On  the  ni  her  Inn  id,  sntiie  of  the  tumors  in  which  the  connective- tissue 
i-li-nif  iii-  more  largely  sliaie  an-  appropriately  (-ailed  Sarcoma  deeitluo 

Wlietlier  tins.-  tninoi-s  an*  derived  from  the  fa-tal  or  from  the  ma- 
ternal ii--u<>  i>  not  in  all  cases  clear:  perhaps  only  one  or  both  may  in 
the  different  rases  |H-  concerned  in  the  growth.1 

PARASITES   AND   CYSTS. 

Echinococcus  lias  lui-n  found  in  the  ImhK  and  neck  of  the  uterus,  aud 
may  rupture  iutu  tin-  iieritoneal  cavity  or  into  the  vagina. 

'F..I-H  mn-liil  il.«ri|.ii..ii  iiml  (■(•ii«iilcnitioii  ->f  tlu-st-  tumors  consult  the  article  t.v 

\\-,:i,.,„„  i„  Tli,-  .Mm,  H.mkiii-  EI.»i>iMl   K,T..rK  v..l.  iv..  p  4111.  1M9.1:  also,  for  latrr 
liiiili..L'i-{i|iliv.   .U<!..,d\  -  Ki-ii.-lnii-s.- tl.  alls.   Hull..'"  I.uWsdi  ami  Oslertag.  Jahrg  v 
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Cysts. — Aside  from  the  cysts  which  develop  in  tumors  of  the  uterus, 
the  mucous  follicles  in  the  cervix  uteri  are  frequently  so  dilated  as  to 
form  cysts  filled  with  a  gelatinous  material  and  more  or  less  epithelium. 
These  cysts  may  be  large  or  small,  and  are  frequently  called  ovuht  Xabothi 
( Fig.  357  ).  Sometimes  there  is  an  inflammatory  growth  of  new  connective 
tissue  about  these  cysts.  In  other  cases  the  cysts  may  project  from  the 
mucous  membrane  in  the  form  of  polypi.  Similar  changes  are  infrequent- 
lv  found  in  the  bodv  of  the  uterus  from  the  dilatation  of  occluded  uterine 
glands.     Dermoid  cysts  are  rarely  found  in  the  walls  of  the  uterus. 

Lesions  of  the  Placenta.1 

Aside  from  the  variations  from  the  normal  in  size,  shape,  and  posi- 
tion, for  a  description  of  which  we  refer  to  the  works  on  obstetrics,  we 
may  briefly  mention  here  some  of  the  more  important  structural  changes 
which  the  placenta  may  undergo. 

DEGENERATION. 

Fatty  and  amyloid  degeneration  and  calcification  of  the  placental  tissue 
are  of  not  infrequent  occurrence. 

HEMORRHAGE. 

This  may  occur  either  on  the  maternal  surface  in  the  decidua,  or 
between  the  foetal  surface  and  the  membranes,  or  in  the  substance  of  the 
placenta.  The  latter  form  of  haemorrhage  constitutes  the  true  placental 
apoplexy.  This  may  occur  as  the  result  of  rupture  of  a  placental  sinus. 
The  placental  tissue  is  crowded  apart,  and  a  blood  clot,  often  infiltrating 
the  parenchyma,  is  formed.  This  may  lead  to  abortion,  or  the  blood 
may  undergo  disintegration  and  absorption  and  its  place  be  occupied  by 
a  cicatrix.  The  placental  tissue  in  its  vicinity  may  undergo  fatty  degen- 
eration.  Under  other  conditions,  without  evidence  of  rupture  of  the 
vessels,  the  placental  tissue  may  become  infiltrated  with  blood  in  the 
form  of  an  infarction.  In  this,  degenerative  changes  similar  to  the  above 
may  occur,  leading  to  fibrous  induration  of  the  placenta. 

The  so-called  " infarctions"  of  the  placenta  vary  in  size,  appearance, 
structure,  and  origin.  They  are  most  frequently  due,  according  to 
Williams,  to  an  endarteritis  of  the  vessels  of  the  chorionic  villi.  They 
appear  to  be  of  little  significance  when  of  moderate  size.8 

INFLAMMATION.     (Placentitis. ) 

Suppurative  Inflammation  of  the  placenta,  with  the  formation  of  ab- 
scesses, is  of  rare  occurrence  as  the  result  of  injury. 

1  For  a  study  of  the  placenta,  normal  and  pathological,  see  Eden,  Journal  of  Path. 
and  Bart.,  vol.  Hi.,  p.  449,  1896,  and  vol.  iv.,  p.  265,  1897,  bibliography. 

•For  a  study  of  placental  infarcts  see  Williams,  "Welch  Anniversary  Contr.  to 
the  Science  of  Medicine,"  1900,  p.  431,  bibliography. 
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Chronic  Indurative  Inflammation  of  the  placenta  may  result  in  the  for- 
mation of  circumscribed  masses  of  cellular  and  loose,  or  dense  and  cica- 
tricial, connective  tissue,  or  in  a  diffuse  formation  of  connective  tissue, 
which  may  interfere  with  the  nutrition  of  the  foetus  and  cause  abortion. 
The  new- formed  connective  tissue  may  undergo  fatty  degeneration  or 
calcification. 

In  another  class  of  cases  the  new  connective  tissue  is  formed  mainly 
in  the  walls  of  the  vessels,  particularly  the  arteries.  This  may  occur  in 
circumscribed  portions  of  the  vessels,  leading  to  nodular  growths  around 
the  arteries,  or  it  may  occur  extensively  along  the  various  ramifications 
of  the  vessels,  converting  them  into  thick  fibrous  cords.  The  change  is 
primarily  in  the  advent-it  ia,  but  all  the  coats  of  the  vessel  may  become 
involved,  leading  to  more  or  less  complete  obliteration  of  the  lumen. 

Various  proliferative  and  indurative  changes  in  the  placenta  may 
occur  a»s  the  result  of  syphilitic  inflammation. 

Tuberculous  inflammation  of  the  placenta  may  occur  in  connection  with 
other  tuberculous  processes  in  the  mother. 

TUMORS. 

Fragments  of  placenta  remaining  in  the  uterus  after  delivery  may 
serve  a*s  a  nidus  for  a  blood  thrombus,  or  they  may  undergo  prolifera- 
tion, thus  forming  tumors,  deciduomata. 

An  hypertrophy  of  the  villi  of  the  chorion  may  give  rise  to  the  fibrous 
structures  known  as  fibrous  moles.  When  to  the  fibrous  change  mucous 
degeneration  is  added  the  so-called  hydatid  moles  are  formed.1 

Cysts  of  the  placenta  are  of  occasional  occurrence ;  their  origin  is  in 
most  caws  obscure.2 

The    Ovaries. 

Malformations. 

One  or  both  ovaries  may  be  absent,  the  other  organs  of  generation  being  also  alxscnt 
or  undeveloped  ;  or  they  may  be  only  partially  developed.  Absence  or  arrest  of  devel- 
opment of  one  ovary  occasionally  occurs  in  otherwise  well -formed  individuals,  and  is 
sometimes  accompanied  by  a  low  position  of  the  kidney  on  the  same  side.  The  ovaries 
may  pass  into  the  inguinal  canal  or  into  the  labia  majora.  and  remain  fixed  there 
through  life.     Less  frequently  they  are  found  in  the  crural  canal  or  the  foramen  ovale. 

Changes  in  Size  and  Position. 

The  ovaries  may  become  larger  than  normal  by  chronic  inflammation,  by  the  forma 
tion  of  cysts  and  tumors.  They  may  become  atrophied  in  old  age,  the  Graafian  follicles 
disappearing  and  the  organ  shrivelling  into  a  small,  irregular,  fibrous  body.  Atrophy 
may  be  produced  by  ascites,  by  chronic  inflammation,  or  from  unknown  causes.  As 
the  result  of  the  maturing  and  rupture  of  the  Graafian  follicles,  with  and  without  preg- 
nancy.  the  surface  of  the  ovary,  which  before  puberty  is  smooth,  may  become  rough- 
ened bv  irregular  cicatricial  depressions. 

1  Consult  Miirrhnittl.  Zeits.  f.  Geburtsh.  u.  Gvm'lk..  Bd.  xxxii..  p.  40.5;  also  Fmenktl. 
Arch.  f.  Gyniik..  Bd.  xlix. 

-S<e  A/ilfYhtt,  Arch,  fur  Gvnslkologie.  Bd.  ii..  p.  JW7.  Fe  home  node*,  ibid.,  Bd.  xv 
p.  :m.     UofuuUr,  "Die  menschliche  Placenta,"  1«K). 
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In  adult  life  the  ovaries  may  pass  as  hernia1  into  the  inguinal  or  crural  canal,  the 
foramen  ovale,  or  the  umbilicus.  Their  position  in  the  abdomen  may  be  changed  by 
the  pressure  of  tumors,  the  traction  of  false  membranes,  etc.  This  may  occur  in  en- 
larged ovaries  or  in  those  of  normal  size,  and  by  the  compression  of  the  veins  may  lead 
to  congestion  and  chronic  inflammation  of  the  organs. 

HYPEREMIA  AND  HEMORRHAGE. 

Aside  from  the  normal  hyperemia  of  the  ovaries  during  menstrua- 
tion, the  vessels  may  be  congested  in  inflammation,  in  displacements  with 
interference  with  the  venous  circulation,  in  certain  diseases  of  the  heart, 
etc.,  and  may  then  be  followed  by  chronic  inflammation. 

The  menstrual  periods  are  accompanied  by  the  effusion  of  blood  into 
a  Graafian  follicle.  Normally  the  amount  of  blood  is  small,  becomes 
solid,  is  decolorized,  and  then  gradually  absorbed.  Sometimes  the  effu- 
sion of  blood  is  much  greater;  the  follicle  filled  with  blood  is  as  large  as 
a  pigeon's  egg.  The  blood  may  remain  in  the  follicle  and  be  absorbed, 
and  replaced  by  a  serous  fluid,  or  through  rupture  it  may  escape  into  the 
peritoneal  cavity.  Death  may  ensue  from  the  luemorrhage,  or  the  blood 
may  collect  in  Douglas'  cul-de-sac  and  become  encapsulated.  Haemor- 
rhages also  occur  in  follicles  which  have  become  cystic.  Interstitial 
haemorrhage  in  the  ovary  sometimes  occurs  without  known  cause. 

INFLAMMATION.     (Oophoritis. ) 

Acute  Exudative  Inflammation  of  the  ovaries  occurs  most  frequently  in 
the  puerperal  condition,  either  as  part  of  a  general  peritonitis  or  as  a 
primary  affection. 

With  puerperal  peritonitis  both  ovaries  are  usually  inflamed ;  they 
are  swollen,  congested,  soft,  infiltrated  with  serum  or  pus,  or  gangren- 
ous. The  lesion  may  involve  principally  the  capsule,  the  stroma,  or  the 
follicles.  Inflammation  of  the  capsule  results  in  adhesions  and  collec- 
tions of  pus,  shut  in  by  false  membranes;  of  the  stroma,  in  abscesses  and 
fibrous  induration;  of  the  follicles,  in  their  dilatation  with  purulent 
serum. 

If  the  inflammation  of  the  ovary  be  the  primary  lesion  it  is  usually 
confined  to  one  organ.  The  stroma  of  the  ovary  is  infiltrated  with  serum 
and  pus,  and  may  contain  abscesses  of  large  size.  In  other  cases  the 
ovary  itself  is  but  little  changed,  but  is  surrounded  by  a  mass  of  fibrin- 
ous and  purulent  exudation.  Such  independent  forms  of  ovarian  inflam- 
mation may  terminate  in  recovery;  or  the  abscesses  may  perforate  into 
the  rectum  and  vagina;  or  the  ovary  is  left  indurated  and  bound  down 
by  adhesions ;  or  the  patient  may  die. 

Acute  exudative  inflammation  of  the  ovaries  unconnected  with  the 
puerperal  condition  is  not  common,  but  it  may  occur  in  connection  with 
acute  or  chronic  i>eritonitis  or  perimetritis,  with  various  infectious  dis- 
eases, pyaemia,  etc.     It  is  usually  confined  to  one  ovary. 

Chronic  Interstitial  Oophoritis  is  not  infrequently  preceded  by  an  acute 
inflammation,  or  it  may  gradually  develop  as  an  independent  condition, 
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often  determined  by  some  inechiuw'iil  interference  with  tin-  blood  cur- 
rent The  organ  may  he  increased  hi  site,  owing  to  the  formation  of 
loose  celhiliir  or  of  dense,   firm,   new  connective  tissue.      Under  these 
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thick.  Under  these  conditions  the  surface  of  the  ovary  may  be  smooth 
<>r  rough. 

Ou  the  other  hand,  the  organ  may  be  smaller  than  normal  as  the  re- 
sult of  the  formation  of  dense  new  interstitial  connective  tissue,  and  its 
surface  greatly  roughened  and  distorted  (Fig.  372).  Sometimes  the 
formation  of  new  dense  tissue  may  be  largely  confined  to  the  walls  of  the 
arteries,  which  become  prominent  and  tortuous.  Obliterating  endarte- 
ritis is  not  infrequent.  The  atrophied  ovary  may  be  largely  made  up  of 
thick- walled  arteries  and  of  fibrous  masses  which  are  the  result  of  incom- 
plete resolution  of  the  corpora  lutea. 

Occasionally  a  more  or  less  extensive  hyperplasia  of  cells  in  the  corpus 
luteuin  leads  to  the  development  of  larger  or  smaller  new-formed,  convo- 
luted, nodular  masses  in  the  ovary,  which  are  sometimes  regarded  as 
tumors.  Sarcomata  of  the  ovary  appear  to  originate  in  soch  an  hyper- 
plasia (see  Pig.  374). 

Tuberculous  Inflammation  of  the  ovaries  is  rare,  and  may  accompany 
tuberculous  inflammation  of  other  organs,  particularly  the  peritoneum 
and  Fallopian  tubes.  It  usually  results  in  the  production  of  dense  case- 
ous nodules  of  considerable  size. 

Syphilitic  Inflammation  in  the  form  of  gummata  is  uncommon. 

TUMORS. 

Fibroma  is  not  common  nor  usually  of  great  importance.  Such  tumors 
maybe  small  or  large.     They  are  usually  dense  in  texture,  and  seem  often 


Fig.  373.— Papilloma 


to  originate  in  the  tissue  formed  in  the.  closure  of  the  ruptured  Graafian 
follicle.  They  may  contain  cysts  or  be  accompanied  by  cysts  of  the  sur- 
rounding stroma.  Papillary  fibromata  of  the  surface  of  the  ovary  are 
sometimes  seen  (Fig.  373),  and  the  growth  may  be  t  ransplanted  from  this 
situation  to  the  general  peritoneal  surfaces  (Fig.  304,  page  525). 
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Chondroma  of  tin*  ovaries  is  described,  but  is  rare ;  cartilage  uot  iiifre- 
qiiently  occurs,  however,  in  dermoid  cysts. 

Leiomyoma  containing  more  or  less  fibrous  tissue  is  of  occasional  oc- 
currence. 

Sarcoma  of  the  ovaries  is  not  common.  It  is  usually  primary,  and 
may  apparently  develop  from  the  new -formed  cells  of  the  corpus  hit  emu 


FUi.  an,— CO  MM  Kiftt 


(Fiji.  374),  but  may  be  metastatic.  It  is  usually  of  the  spindle-eel  led 
variety,  but  may  contain  areas  of  spheroidal  celled  (issue  or  more  or  less 
fibrous  tissue.  The  tumors  may  he  until  or  soft,  and  are  apt  to  involve 
both  ovaries.     Endothetiomata  may  lie  found  in  the  ovaries  (Fif*.  .'175). 

Carcinoma,  usually  of  the  medullary  variety,  may  occur  as  a  primary 
tumor  of  the  ovary.  It  may  !"■  due  to  a  continuous  extension  from 
neighboring  organs,  or  more  rarely  it  is  of  metastatic  origin.  Although 
the  medullary  caret  lioinatn  arc  the  most  common,  scirrhous,  melanotic, 
and  gelatinous  forms  sometimes  occur.  Some  types  of  carcinoma  stand 
in  very  close  relation  with  certain  of  the  cystic  adenomata  (.see  below). 

Adenoma  (Cystic  Adenoma  ;  Compound  Ovarian  Cyst). — These  growths, 
which  may  occur  in  one  or  both  ovaries,  form  one  of  the  most  common 
and  important  classes  of  ovarian  tumors.  They  probably  originate  in 
the  gland  epithelium  of  the  ovary  either  hefoiv  or  after  the  formation  of 
the  liruuliuu  follicles.  Some  of  their  most  noteworthy  and  important 
features  depend  upon  their  tendency  to  the  formation  of  cysts.     It  should 
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!h-  remembered,  however,  that  the  primary  lesion  is  a  true  new  formation 

Of  glandular  tissue,  and  not,  as  in  the  case  of  must  cysts,  a  transforma- 
tion, by  retention  or  otherwise,  of  pre-existing  stmctuivs. 

The  growth  primarily  consists  of  a  fibrous  stroma  In  which  are  tabu- 
lar Jollifies  lined  with  cylindrical  epithelium — gUuubtiar  tffe.  Or,  in 
some  eases,  it  consists  of  papillary  outgrowths  from  a  fibrous  stroma, 
which  br  covered  with  cylindrical  epithelium — <pofS8ary  type, 

dlttitthtttir  t'j/xiitiir'iinmii.— There  is,  as  above  stated,  a  marked  ten- 
dency, in  this  form  of  ade mi,  to  dilatation  of  the  follicles  bj  a  semi- 

iiini!  material,  ami  the  formation  of  cysts.  There  may  boa  Dumber  of 
follicles  equally  dilated,  so  as  to  form  a  number  of  cysts  of  moderate  size 
(Fig.  876);  or  a  few  follicles  are  enormoosly  dilated  to  form  a  large 
muUMocular  eytt  with  but  few  compartments.  The  walls  of  the  eysts  may 
fuse  together  and  lie  absorbed,  so  as  to  form  one  large  cyst  divided  by 
incomplete  septa — nnfl<wttfarejtfti.  The  stroma  in  which  the  follicles  and 
cysts  are  embedded  may  In-  largely  developed  or  very  scanty. 

The  walls  of  the  larger  cysts  are  composed  of  fibrous  tissue  which  is 
dense  in  the  outer  layers,  more  cellular  in  the  inner,  upon  which  the 
epithelium  is  placed.  They  may  he  thin  and  inomhranous,  or  there  is 
upon  their  internal  surfaces  mi  intracyatlc  growth  composed  of  a  librous 


stroma  and  tabular  follicles.  These  secondary  follicles  mnyalso  he  tilled 
with  fluid  and   form  larger  and  smaller  cysts.     The  intnievstic-  growths 

nay  be  so  bwgsasto  til!  np  the  original  cysts.  Sometimes  tin-  Entraoystic 
growtb  presents  very  little  dilatation  of  its  follicles,  so  that  the  entire 
tumor  has  more  the  character  of  a  solid  growth  than  of  a  cyst. 
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The  cylindrical  epi  I  helium  lining  the  cysts  usually  forms  a  single  layer 
(Fig.  377 J,  but  several  layers  often  irregular  in  thickness  may  form,  and 


FlQ.  81S-— CTSUUIXOStl   (IT  TKK  UVAHT— IMCLTlLOCULiR  OVARIAN   CYST— AniSOCTBTOM*). 

Ttib  |]|iuiugni|>bt(!  reprodunloa  la  tbout  four-dfuis  natural  ilze. 


owing  to  the  accumulation  of  fluid  the  cells  may  hecome  flattened  and 
atrophied,  or  they  may  be  fatty  or  desquamated.     The  contents  of  the 


cysts  differ  considerably  in  different  cases,  and  even  in  different  cysts  in 
the  saint1  case.  They  may  be  lough  and  ropy,  or  gelatinous  or  serous; 
transparent  and  colorless,  or  yellow  or  reddish,  or  reddish-brown;  or 
they  may  be  turbid  and  colorless,  or  variously  colored — red,  brown,  or 

chocolate. 
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Chemically  the  cyst  contents,  when  thick  and  ropy,  include  mucin  or 
paralbumin,  and  perhaps  other  less  well-known  compounds  belonging  to 
the  same  class.  It  is  probable  that  the  contents  of  these  cysts  are,  so  far 
as  the  mucin  and  paralbumin  are  concerned,  produced  by  a  metamor- 
phosis of  the  protoplasm  of  the  lining  cells,  similar  to  that  by  which  the 
mucin  is  produced  in  the  mucous  glands  and  in  mucous  memhranes. 
The  cylindrical  cells  often  present  the  form  of  the  so-called  "beaker 
cells,"  and  in  some  cases  the  mucous  contents  of  the  cysts  are  seen  to  be 
continuous  with  the  similar  contents  of  the  beaker  cells.  It  is  probable 
that  much  of  the  fluid  contents  of  the  cysts  comes  from  simple  transu- 
dation. 

Microscopically  the  conteutsof  these  cysts  present  also  considerable 
variation.     We  may  find  almost  no  structural  elements,  or  there  may  be 


Fio.  378.— Ctsi. 


red  blood  cells  in  variable  quantity,  and  leucocytes  in  various  stages 
of  granulnr  or  fatty  degeneration  or  of  disintegration.  There  may  be 
cylindrical,  or  flattened,  or  polyhedral  cells,  either  well  preserved,  swol- 
len, or  in  a  state  of  fatty  degeneration,  or  fragments  of  these  cells. 
It  is  these  various  forms  of  cells,  often  more  or  less  swollen  and  in  a  con- 
dition of  more  or  less  well-marked  granular  and  fatty  degeneration,  which 
have  been  considered  characteristic  of  the  ovarian  cysts  and  are  some- 
times called  Vrygdaie'a  corpuscles.  While,  however,  they  are  of  frequent 
occurrence  under  these  conditions,  they  are  by  no  means  pathognomonic, 
since  we  find  them  in  the  contents  of  various  kinds  of  cysts  and  cavities 
where  the  cells  are  undergoing  degeneration.  In  addition  to  the  above 
structural  elements  we  may  find  free  fat  droplets,  cliolesterin  crystals, 
pigment  granules,  and  more  or  less  granular  detritus.     The  gelatinous 


c>3<; 
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material  filling  these  cysts  is  sometimes  called  colloid,  and  the  cysts  are 
frequently  called  colloid  cysts. 

Numerous  secondary  changes  are  liable  to  occur  in  these  cysts.  The 
cells  may  peel  off,  the  walls  of  the  cysts  atrophy  or  become  calcified. 
Suppurative  inilanmiution,  perforation  into  the  peritoneum,  bladder, 
vagina,  or  rectum;  hemorrhage,  gangrene,  etc.,  may  occur.  As  a  re- 
sult of  chronic  productive  processes,  the  cyst  walls  may  become  thick- 
ened and  extensive  adhesions  may  form.  Carcinoma  may  develop  from 
these  tumors. 

Pupillary  Cyatadenoma. — This  type  of  cystadenoma  was  formerly  re- 
garded as  but  a  variety  of  the  form  above  described — a  variety  charac- 
terized by  papillary  outgrowths  in  cauliflower- like  tufts  from  the  walls 
of  the  cysts,  which  often  in  large  degree  fill  the  cyst  spaces  (Fig.  378). 


Then*  appeal's,  however,  to  be  sufficient  evidence,  both  anatomical  and 
clinical,  to  justify  the  separation  of  the  papillary  from  the  glaudular 
form  of  cystadenoma. 

The  papillary  cyst  adenomata  are  not,  as  a  rule,  as  large  as  the  gland- 
ular form.  The  cysts  are  fewer  and  they  do  not  contain  colloid  material. 
The  papillary  outgrowths  often  break  through  the  cyst  walls,  and  may 
In-  transplanted  to  the  peritoneal  or  other  surfaces  in  the  form  of  multiple 
cystic  or  papillary  tumors  f  Fig.  379).  The  papilla1  and  cyst  walls  may 
be  lined  by  cylindrical  and  often  by  ciliated  epithelium.1 

Follicular  Cysts  of  the  Ovary,— The  (Iraatiaii  follicles  may  be  dilated  so 
as  to  form  cysts.  This  may  occur  in  one  or  both  ovaries,  and  the  cysts 
may  lie  small  or  large,  single  or  multiple.  They  are  usually  found  after 
middle  life,  but  may  occur  during  youth,  childhood,  or  even  iu  the  ftetus. 


■For  n-r 
Husp.  Uiilli-t 
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The  follicles  dilate  from  the  accumulation  of  fluid  within  them ;  the  ovum 
is  destroyed,  the  epithelium  flattened.  The  contents  are  usually  serous 
and  colorless,  but  may  be  viscid,  turbid,  purulent,  or  variously  colored, 
red,  yellow,  or  brown.  The  ovary  may  be  crowded  with  numerous  cysts 
of  moderate  size,  whose  adjacent  walls  may  coalesce  and  atrophy,  form- 
ing communications  between  them.1 

A  variety  of  this  type  of  cyst  is  formed  by  the  dilatation  of  a  corpus 
luteum  either  with  or  without  the  hyperplasia  of  the  wall. 

Dermoid  Cysts. — These  cysts  may  be  uni-  or  multilocular,  are  usually 
of  moderate  size,  but  sometimes  become  as  large  as  a  man's  head  or 
larger.  Their  fibrous  walls  may  be  thick  or  thin,  and  portions  of  the 
internal  surface  may  present  more  or  less  completely  developed  cuticular 
structures,  such  as  corium,  papillae,  epidermis,  hairs  and  hair  follicles, 
sebaceous  glands,  etc.  The  cavity  may  contain  a  thick,  whitish,  greasy 
material  composed  of  flattened  epithelium,  fat,  or  cholesterin  crystals. 
Or  the  cavity  or  walls  may  contain  masses  of  irregularly  formed  hair, 
teeth,  bone,  cartilage,  striated  muscle,  and  nerve  fibres  and  cells.8  Such 
growths,  which  are  doubtless  of  embryonal  origin,  may  exist  for  many 
years  without  causing  inconvenience;  but  inflammatory  changes  may 
occur  in  them,  leading  to  adhesions  and  perforations  into  adjacent  organs. 
They  may  form  the  nidus  for  the  development  of  carcinoma,  or  they  may 
calcify. 

In  addition  to  the  above -described  adenoid,  dermoid,  and  simple  fol- 
licular cysts,  there  are  a  number  of  composite  forms  of  not  infrequent 
occurrence.  Thus,  in  connection  with  dermoid  cysts  or  separately,  there 
may  be  simple  ciliated  cysts  or  those  which  partake  of  the  characters  of 
both  adenoid  and  dermoid  cysts.  These  may  l)e  multilocular  and  be 
lined  with  flattened,  cylindrical,  or  ciliated  epithelium,  and  may  contain 
epidermal  cells,  cholesterin  or  mucin,  etc. 

Small  cysts,  sometimes  pediculated,  sometimes  not,  of  doubtful  origin 
and  usually  of  no  special  significance,  are  frequently  found  growing  from 
the  broad  ligament  near  the  ovary.  The  walls  are  usually  very  thin, 
lined  with  flattened  epithelial  cells,  and  the  contents  serous. 

Tcratomata  not  cystic  are  of  occasional  occurrence  in  the  ovary.* 

Cysts  of  the  Parovarium,  lying  between  the  peritoneal  layers  of  the 
broad  liagment,  are  usually  small,  but  may  be  as  large  as  a  man's  head. 
They  are  usually  lined  with  ciliated  epithelium,  but  sometimes  with  flat- 
tened non-ciliated  cells.  The  contents  may  be  serous,  or  may  be  thick 
and  contain  mucin  and  paralbumin. 

1  r.  Kahlden,  Ziegler's  Beitr.,  Bd.  xxvii.,  p.  1.  19(H),  bibliography. 
'2  For  a  study  of  the  origin  of  dermoid  cysts  of  the  ovary  see  Amxperger,  Virchow's 
Arch.,  Bd.  elvi."  p.  1,  1899,  bibliography. 

3  Consult  Wilm*,  Ziegler's  Beitr.  z.  path.  Anat.,  Bd.  xix.,  p.  367,  1896. 
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The  Fallopian  Tubes. 

Malformations. 

Absence  of  both  tubes  occurs  willi  absence  of  the  uterus.  One  tube  may  be  absent. 
with  arrested  development  of  the  corresponding  side  of  the  uterus.  Both  tubes  may  be 
imperfectly  developed;  either  of  their  ends  may  l>e  closed;  they  may  be  inserted  into 
the  uterus  lit  an  abnormal  place ;  they  may  terminate  in  two  or  three  abdominal  ostia. 

Changes  in  Position  and  Size. 

The  Fallopian  tubes  may  participate  in  the  various  malpositions  of  the  uterus  and 
ovaries;  but  they  are  most  frequently  displaced  by  the  contraction  of  adhesions  formed 
in  perimetritic  and  periovarial  inflammations. 

The  lumen  of  the  lube  may  be  partially  or  completely  closed  as  tlte  result  of  in- 
flamnjatiou  of  the  raucous  membrane ;  of  peritonitis  about  the  fimbriated  extremity; 


Hii.  ;sm>.     nvriiii.SAi.prxx 


illiirnnnitiiio  (if  the  uterus;  or  by  pressure  from  without,  or  by  adhesions. 
It  may  become  stopped  by  plugs  of  mucus  or  pus. 

of  the  tulH's  may  be  produced  by  an  accumulation  of  catarrhal  or  other 
in  I  here  is  partial  or  complete  stenosis  at  some  portion  of  the  lube.  Tile 
be  moderate,  converting  (be-  tulte  iutu  a  tortuous,  sacculated  canal  con 
i  or  serous  fluid;  or,  more  rarely,  large  cysts  may  form  containing  several 
us  fluid— hydntutlfanj-*  {Fig.  380).  As  the  fluid  collects  the  epithelium 
iitlcned  or  falty  or  may  desquamate.  Inllanimation  may  take  place  in 
ie  dilated  tune  and  the  contents  may  be  mixed  with  pus  or  blood.  Hup- 
d  tube  siunetinies  occurs:  or  severe  and  even  fatal  hemorrhage  may  take 
nvity.     Papillary  growths  are  sonic  times  found  springing  from  the  inner 


[lii'ii in iilia^i *  into  Hie  ttiiH'  may  occur  in  puerperal  women  with  retro- 

•rsion  nf  ilie  uterus,   with  abortions;   lucmalninctra  and  tubal  preg 

1  t'nr  a  study  uf  hydrosalpinx  wild  full  liiblioirniphy  see  Cnlltn.  Johns  Hopkins 
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nancy ;  in  acute  infectious  diseases.  The  blood  may  undergo  degenera- 
tive changes  and  be  largely  absorbed,  or  it  may  escape  into  the  peritoneal 
cavity  and  cause  peritonitis. 

INFLAMMATION.    (Salpingitis.) 

Catarrhal  Inflammation  of  the  mucous  membrane  of  the  Fallopian  tubes 
commonly  occurs  in  connection  with  endometritis,  frequently  in  the  puer- 
peral condition.  In  the  aeute  stage  the  mucous  membrane  is  hypeneniic 
and  swollen,  and  covered  with  a  mucous  or  mucopurulent  often  bloody 
exudate.  The  inflammation  may  subside,  leaving  no  lesions,  but  it  more 
frequently  becomes  chronic,  and  may  then  result  in  peritoneal  adhesions, 
thickening  of  the  walls,  obliteration  of  the  tubes,  dilatation,  etc. ;  or  the 
mucous  membrane  may  undergo  hyperplasia  with  papillary  outgrowth. 
Such  papillary  masses  may  partially  coalesce,  forming  on  the  accumula- 
tion of  fluid,  cyst -like  cavities  lined  with  epithelium.  Hyperplasia  of 
the  muscle  wall  of  the  tube  may  be  associated  with  these  conditions.1 

Suppurative  Salpingitis.— Catarrhal  inflammation  of  the  mucous  mem- 
brane may  assume  a  suppurative  character,  sometimes  in  connection  with 
puerperal  metritis  and  peritonitis,  and  often  as  a  result  of  gonorrhceal 
infection.  Under  these  conditions  the  wall  of  the  tube  may  be  involved 
and  pus  may  exude  from  the  abdominal  ends.  It  is  difficult,  in  many 
cases  of  suppurative  salpingitis  associated  with  peritonitis,  to  say  which 
is  the  primary  lesion. 

If  the  abdominal  end  of  the  tube  be  closed  bv  adhesions  or  otherwise 
there  may  be  a  considerable  collection  of  pus  in  the  tubes,  causing  dila- 
tation— pywutlpinx.  Such  a  collection  may  rupture  into  the  peritoneal 
cavity,  or  the  pus  may  escape  into  a  cavity  shut  in  by  adhesions,  or  may 
perforate  into  the  intestine  or  bladder.  Or  it  may  dry  and  finally  become 
calcified. 

Suppurative  salpingitis  is  most  commonly  incited  by  the  gonoeoccus 
or  the  pyogenic  bacteria. 

Tuberculous  Inflammation. — The  lesions  are  most  frequently  seen  in  the 
later  stages  of  the  process,  when  the  mucous  membrane  is  partially  or 
entirely  converted  into  a  thick,  caseous,  often  ulcerating  layer.  The 
lumen  of  the  tubes  may  be  dilated,  and  the  walls  thickened  from  chronic 
inflammation.  This  lesion  may  occur  by  itself,  or  may  be  associated  with 
tuberculous  inflammation  of  the  lungs,  or  of  the  other  genitourinary 
organs,  or  of  the  peritoneum.  It  usually  commences  at  the  abdominal 
ends  of  the  tubes,  and  both  tubes  are  apt  to  be  involved. 

Syphilitic  Inflammation,  manifested  by  a  diffuse  fibrous  thickening  of 
the  wall,  has  been  described. 

TUMORS. 

Small  fibromata  and  fibro-myomata  sometimes  occur  in  the  wall  of  the 
tubes  or  in  the  fimbriae.     Small  lipomata  have  been  seen  between  the  folds 

'Consult  Ities,  Jour.  Exp.  Med.,  vol.  ii.,  p.  347,  1897,  bibliography. 
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tracts.     Suppurative  mastitis  ia  usually  due  to  the  presence  of  Stivpto- 
cix-eus  and  Staphylococcia  pyogenes. 

In  new-born  children  then'  is  often  a  painful  swelling  of  the  bronatu 
which  usually  subsides  iu  a  few  days,  but  may  go  on  t.>  anppnratioa. 


m&-  t. 


' 
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l.  Milk  .lui'i :  I..  Imiit-iiiIu]  ilssiir  :  c  il.rii.~-  "-uliii-ii" >u»  i>r  jtus;  •).  illffnw  iallltriithia  «t  to 


Epidemic  parotitis  is  sometimes  complicated  by  mastitis. 

Chronic  Inflammation  of  the  interstitial  connective  tissue  of  One  mam- 
mary gland  may  result  in  the  formation  of  dense  connective  lissut-  i  pto 
382),  with  or  without  cystic  dilatation  of  the  milk  duets  and  atrophy  of 


FiO.  SB.— Chuosh-  iNri  imiATiiis  of  M^mmibt  Gla; 


the  glandular  elements.     Acute  exudative  inflammation  may  i 

a  gland  which  is  the  seat  of  chrome  iijnaiiiumtii.ui,  and  ;ibsivss,-s  nia\   U 
formed. 

Tuberculous  Inflammation  of  the  mammary  gland  and  its  mciBtmj 

ducts  is  of  occasional  occurrence.     It  may  manifest  itself  iu  the  form  ■•! 
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miliary  tubercles,  larger  and  smaller  caseous  masses  of  new-formed  tissue, 
or  cold  abscesses. ' 

Syphilitic  TTlcerB  may  occur  in  (be  nipple  either  as  primary  chancres 
or  as  mucous  patches.     Gummy  tumors  have   been   observed   in   the 


There  may  be  a  general  hypertrophy  of  one  or  both  breasts.     This  is 
usually  found  in  young,  uumarried  women,  but  sometimes  in  women  in 


^S^. 


Fit).  383.  —  ISTBlCJ.SALH.VLia   FlBROVl    0 


advanced  life.     There  is  an  increase  in  both  the  glandular  and  the  con- 
nective-tissue elements  of  the  organ. 

Fibroma. — Circumscribed  tumors  composed  of  connective  tissue  are 

1  See  n  bibliographic  summary  of  tuberculosis  of  the  breast  by  Seitdrler,  Am.  Jour. 
Med.  Sciences,  vol.  cxvi.,  p.  75,  1898. 


644  THE  REPRODUCTIVE  ORGANS  OF  THE  F] 

sometimes  found  in  the  breast.     They  are  dense  and  hard,  and  may  en- 
close some  of  the  gland  duets  and  acini. 

IntmcanaUcular  Fibroma. — These  tumors  are  formed  by  a  diffuse 
growth  of  connective  tissue,  and  a  growth  of  polypoid  fibrous  tumors 
from  the  walls  of  the  milk  ducts  into  their  cavities  leading  to  dilatation. 


i»J& 


F10.  38».— IKTBiClNiLICCLiB  FlBttO-ADtNOMA  OP  TDK  MlMMA. 

SbowlriB  Dew-tormed  Bland  nclnl  In  16a  Obrous-tlnsue  mass  Browing  into  ■  duct 

The  glandular  acini  may  be  atrophied,  or  enlarged,  or  cystic.  A  section 
of  such  a  tumor  looks  like  a  solid  mass  of  fibrous  tissue,  divided  by  clefts 
and  fissures  lined  with  cylindrical  or  cuboidal  epithelium  (Fig.  3H3),  or 
fibrous  tissue  containing  cysts  iuto  which  project  polypoid  fibrous  out- 
growths from  the  walls.  Sometimes  the  new  formed  fibrous  growths  iuto 
the  dilated  duets  are  adenomatous  in  character,  containing  many  new- 
formed  irregular  acini  (Fig.  384).  Such  tumors  maybe  called  intra- 
cminliriiliir  Jiltrv-ttilrnomatn.  These  tumors  grow  slowly,  but  if  left  to 
themselves  may  reach  an  enormous  size.  The  skin  over  them  may  ulcer- 
ate and  the  tumor  project  through  the  opening  in  fungous  masses.  They 
may  be  associated  with  interstitial  fibrous  hyperplasia  of  the  gland. 

t'l'i-wmidlifuhir  Fibroma. — Sometimes  the  new  connective  tissue  forms 
a  more  or  less  thick  cylindrical  investment  of  the  duct  without  growing 
into  its  lumen.  This  formation,  which  is  shown  in  Fig.  385,  is  some- 
limes  culled  juriranaiiruhtr  fibroma. 

Myxoma. — This  form  of  tumor  may  occur  as  a  circumscribed  growth 
replacing  part  of  the  mamma,  or  it  may  l»c  developed  in  the  same  way 
as  tlie  inlracunalicular  fibromata.  It  is  not  uncommon  in  these  intra- 
cnnalicular  tumors  to  find  a  combination  of  fibrous,  mucous,  and  sarcom- 
atous tissue  in  the  same  tumor. 
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Chondroma  is  a  very  rare  i'orui  of  tumor  in  the  mamma.  A  few  cases 
hare  been  described  in  which  it  was  combined  with  carcinoma. 

Adenoma. — Tumors  composed  of  glandular  acini  and  ducts  surrounded 
by  connective  tissue  are  of  frequent  occurrence  in  the  mamma  (Fig. 
38tjJ.  They  are  either  single  or  multiple,  or  several  may  be  developed 
successively  in  the  same  breast.  They  grow,  as  a  rule,  at  first  slowly, 
afterward  more  rapidly.  Their  structure  may  be  further  complicated 
by  the  dilatation  of  oue  or  more  of  the  ducts  which  compose  the  tumor 
into  cysts,  iiud  (lie  ingrowth  <rf  connective  tissue  from  the  walls  of  these 
cysts.  This  growth  is  often  in  papillary  form—  papillary  ryxtatlrnoma — 
( Phj.  387).  A  case  of  cystic  adenoma  with  ciliated  epithelium  has  been 
described. J 

While  preserving  t  lie  gland  type  I  lie  adenomata  present  great  variation 
in  the  form  and  grouping  of  the  epithelial  cells  of  the  ducts  and  acini, 
so  that  here  as  elsewhere  various  intermediate  forms  may  be  found  be- 
tween adenoma  and  carcinoma. 

Sarcoma.— These  tumors  may  develop  in  a  uodular  or  diffuse  form 
and  may  hugely  replace  the  gland,  or  may  form  intracanaliculaigrowths. 
They  may  lie  of  the  round  or  spindle  cell  type;  they  often  become  very 
large,  ami  ulcerate.     Metastasis  in  the  axillary  lymph-nodes  is  usual. 

Primary  Carcinoma  of  the  mamma  is  most  common  in  women  lietween 
the  ages  of  thirty-five  and  fifty -live,  but  it  sometimes  occurs  iu  women 


not  over  twenty,  and  sometimes  iu   old  persons.     It  occurs  in  either 
breaBt,  in  the  right    rather  more  frequently  than  in  the  left,  but  f. 
times  in  both.     The  growth  l>egins  more  frequently  at  the  periphery  of 

i  B&m  Virelir.w's  Arch..  B.l.  clvi.,  p.  395,  1390. 
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tli>-  gland  than  at  its  <f  litre,  ami  more  frequently  in  the  H]>]H-r  edge  <>f 
the  gland  ilian  in  any  oilier  place. 

Tin'  growth  nnisl  frequently  begins  as  a  small,  circumscribed  nodule, 
which  enlarges  and  involves  inure  ami  more  of  the  breast :  soineliim->. 
however,  it  is  diffuse  from  I  he  first,  uiul  sometimes  it  begins  in  the  nipple. 

Il  may  infiltrate  the  adjacent  tissues  ami  the  axillary  ami  ifi-vieul 
glands,  ami  form  metastatic  tiniuirs  in  different  parts  of  the  body. : 

The  local  extension  of  carcinoma  of  ten  takes  place  through  the  lynipli- 
vessols  which   lia^s  alim^  the  tibrous  Ira  been  he  of  the  periglandular  fat : 


urier  mv  -till  iriillf  «(rpk»l  In  fonn  imd  g\ 
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c  harboring  tniiinr  cells  with  their  active 
growth,  may  extend  far  fmin  the  central  mass  (Fig.  388). 
Is  <>f  such  significance  arc,  in  the  early  stages  of  exteiution, 
tl'erenliatcd  from  the  normal,  either  by  the  touch  or  by  the 
with  the  microsco|>c  it  is  often  impossible  to  determine 
II  spheroidal  or  polyhedral  cells  which  are  not  eharacter- 
i}H'd  in  these  lihroiis  hands  mi-  e|>ithelial  in  ehanicter  or  not. 
is.  frequently  left  In-hind  in  other  than  thorough  operations, 
ise  to  local  recurrence. 

•Httrp  and  fihetau  ly|>es  lire  most  common :  the  fi<-!<rtinonx  is 
,-  of  these  forms  of  cancer  there  may  Ik1  eystie  dilatations  of 
d  acini.     Kpitli- 1 iumti  may  form  at  the  nipple.     Stvowhtrg 


.11 — .-n. 


..f  t 


Wfc«.  Brit.  M«l. 


tin;  i:i;i'i;ui)!i"ii\  i;  ujmjaxs  uf  the  female. 


cntTiimmii  of  the  mamma  is  rare.     Retraction  of  the  nipple  i; 
later  stages  of  fibrous  types  of  mammary  cancer  (see  Fig.  3SS). 


tto.  an7.— r»pir.i,*n 


Cysts  of  the  tiiniimiii  seem   to  lie  for  the  most  part  retention  oyste, 
formed  by  the  dilatation  of  the  ghuid  duets  or  acini.      During  lui-la 
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tioii  such  retention  cysts  are  sometimes  formed,  and  then  contain  milk. 
They  may  reach  an  enormous  size.  At  other  times  retention  cysts  are 
formed  containing  serous  or  viscid,  brownish  fluid,  which  often  exudes 
through  the  nipple.  These  cysts  may  be  large  or  small,  single  or  multi- 
ple. There  are  usually  at  the  same  time  some  growth  and  induration  of 
the  connective  tissue  of  the  gland.  In  some  cases  there  are  polypoid 
outgrowths  of  connective  tissue  from  the  wall  of  the  cyst.  These  cyst& 
are  not  to  be  confounded  with  the  cysts  which  are  developed  with  the 
intracaualicular  tumors,  described  above. 


CHAPTER  XL 

REPRODUCTIVE  ORGANS  OF  THE  MALE. 

The  Penis. 

Malformations. 

The  penis  may  be  absent  with  great  defects  of  development  of  the  rest  of  the  body. 
The  urethra  then  usually  opens  into  the  rectum. 

An  abnormally  small  penis  may  be  associated  with  absence  or  arrested  develop- 
ment of  the  testicles.     The  prepuce  may  be  rudimentary  or  absent. 

Congenital  phimosis  is  not  uncommon. 

Hypospadias  is  an  arrest  of  development  of  the  penis  and  scrotum.  In  its  high- 
est degree  the  penis  is  short,  the  glans  penis  small.  On  the  lower  side  of  the  penis  is  a 
deep  cleft  lined  with  mucous  membrane.  Into  this  cleft  the  urethra  opens  at  the  root 
of  the  penis.  The  scrotum  remains  separated  into  two  halves,  resembling  labia  majora. 
The  testes  may  descend  into  their  proper  position  on  each  side  or  remain  in  the  abdo- 
men. If  the  testicles  continue  to  develop  normally  the  individual  has  the  appearance 
and  capacities  of  a  man ;  if  their  development  is  arrested  the  individual  is  apt  to  be  of 
feminine  type. 

In  lesser  grades  of  hypospadias  the  two  halves  of  the  scrotum  are  joined  and  the  penis 
is  larger,  but  a  part  of  the  urethra  remains  open  as  a  cleft  at  some  point  of  the  penis. 

Epispadias  is  an  opening  of  the  urethra  on  the  upper  side  of  the  penis.  It  pre- 
sents various  grades  and  forms. 

Hermaphroditism. — This  is  a  union  of  two  sexes  in  the  same  person,  the  test  of 
which  is  the  presence  of  the  secreting  organs,  the  ovaries  and  testicles.  True  hermaph- 
roditism is  rare,  but  it  does  occur,  while  most  of  the  conditions  called  hermaphrodit- 
ism are  in  reality  due  to  varying  malformations  of  the  external  generative  organs. 

Pxeudo-hermaphroditism. — In  the  male,  normally,  the  greater  part  of  Muller's  canal 
disappears  and  its  lower  end  forms  the  vesicula  prostatica.  In  this  malformation 
Muller's  canal  is  changed,  as  it  is  in  the  female,  into  Fallopian  tubes,  uterus,  and 
vagina,  while  at  the  same  time  the  testes,  epididymides,  vesiculre  seminales,  and  sper- 
matic cord  are  formed  as  usual.  In  the  lesser  degrees  of  this  malformation  we  find,  in 
the  place  of  the  vesicula  prostatica,  a  pear-shaped  sac  as  large  as  a  pigeon's  egg.  with 
muscular  walls  and  an  epithelial  lining.  This  sac  may  be  incompletely  divided  into  a 
uterus  and  vagina,  and  it  opens  into  the  urethra.  In  the  higher  grades  we  find  a  well- 
formed  vagina  and  uterus.  The  uterus  may  or  may  not  have  Fallopian  tubes.  The 
testicles  are  usually  retained  in  the  abdomen  or  inguinal  canals,  and  are  small.  The 
spermatic  ducts  run  on  the  sides  of  the  uterus  and  open  into  the  urethra  or  are  closed. 
The  penis  and  scrotum  appear  as  in  hypospadias,  or  are  well  formed.  The  appearance 
of  the  individual  varies  with  the  development  of  the  testicles. 

True  Hermaphroditism  may  be  lateral.  In  this  condition  there  is  hypospadias;  a 
vagina  and  uterus  and  a  Fallopian  tube  and  ovary  are  on  one  side,  and  a  testicle  and 
spermatic  cord  on  the  other. 

In  certain  cases,  which  may  be  called  bilateral  hermaphroditism,  there  is  a  testicle 
on  one  side  and  an  ovarv  on  the  other.1 

1  For  a  detailed  consideration  of  the  malformations  of  the  male  and  female  genera- 
tive organs  consult  Klehs,  "Handbuch  der  pathologischen  Anatomic,"  and  more  recent 
cases  of  hermaphroditism  by  Hepptier,  Arch.  f.  Ahat.  u.  Physiol.,  1870,  and  by  Hof- 
mann,  Wien.  med.  Jahrb.,  1877. 
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Enlargement  of  the  Penis  is  sometimes  caused  by  venous  congestion  from 
heart  disease;  by  long-continued  masturbation,  as  a  result  of  which  the  corpus  caverno- 
siini  may  lose  its  contractility ;  and  in  rare  cases  by  hyperplasia  of  the  stroma  of  the 
corpus  caveniosum. 

INJURY  AND  HEMORRHAGE. 

Injuries  to  the  penis  are  liable  to  give  rise  to  severe  haemorrhage  on 
account  of  its  peculiar  vascular  character;  suppurative  inflammation, 
gangrene,  infiltration  with  urine  and  its  consequences,  are  also  liable  to 
occur.  The  contractions  of  the  cicatricial  tissue  by  which  wounds  are 
healed  frequently  give  rise  to  various  distortions  of  the  organ. 

INFLAMMATION. 

Balanitis — inflammation  of  the  glans  penis  and  the  prepuce — is  usually 
due  to  gonococcal  or  syphilitic  infection,  or  it  may  be  incited  by  foul 
accumulations  of  smegma.  The  parts  are  red  and  swollen  and  may 
ulcerate.  Condylomata  may  be  formed,  aud  adhesions  between  the  pre- 
puce and  glans.  The  glans  may  ulcerate  and  the  prepuce  may  be  much 
thickened.  If  the  prepuce  be  long,  phimosis  may  occur  with  the  accumu- 
lation of  exudate  beneath.     The  prepuce  may  become  gangrenous. 

Paraphimosis  is  produced  by  the  retraction  of  a  narrow  prepuce  be- 
hind the  glans,  with  consequent  stricture,  inflammation,  and  sometimes 
gangrene. 

Inflammation  of  the  Corpora  Cavernosa  may  be  the  result  of  injury,  may 
follow  fistula?,  may  occur  in  connection  with  inflammation  of  the  connec- 
tive tissue  of  the  pelvis,  and  may  accompany  the  acute  infectious  dis- 
eases. It  may  result  in  fibrous  induration  of  portions  of  the  corpora 
cavernosa;  rarely  in  abscess  or  diffuse  purulent  infiltration;  sometimes 
in  gangrene.  Larger  and  smaller  masses  or  plates  of  very  dense  fibrous 
tissue  sometimes  form  in  the  sheath  of  the  corpora  cavernosa  without  his- 
torv  of  antecedent  lesion. 

Tuberculous  inflammation  of  the  penis  has  repeatedly  followed  circum- 
cision performed  by  uncleanly  tuberculous  persons. 

Syphilitic  Ulcers  frequently  occur  on  the  glans  penis  and  prepuce. 
The  indurated  chancre  is  formed  either  from  an  excoriation  in  which 
a  pustule  is  formed  or  from  a  little  nodule.  The  pustule  breaks  and 
its  walls  are  infiltrated  with  small  round  cells.  The  nodule  softens, 
breaks  down,  and  forms  an  ulcer  whose  walls  are  infiltrated  with  cells. 
Syphilitic  condylomata  are  of  frequent  occurrence  on  the  glans. 

Herpes  of  the  prepuce*  occurs  in  the  form  of  small  vesicles,  which  may 
later  become  ulcers.  Erysipelatous  and  furuncular  inflammation  some- 
times involves  the  skin  of  the  penis. 

TUMORS. 

Papilloma  is  found  on  the  prepuce  and  glans  penis.  It  occurs  in  the 
form  of  little  warty  growths,  or  of  composite,  cauliflower  masses,  even 
as  large  as  a  fist.      In  either  case  the  structure  is  the  same — hypertro- 
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phied  papilla*  covered  with  epithelium.  Sometimes  the  epithelial  layers 
become  thick  and  horny,  forming  large,  dense  projections. 

Fibroma  diffusum,  or  elephantiasis  of  the  prepuce,  may  occur,  leading 
to  great  thickening.  It  is  due  to  a  diffuse  growth  of  fibrous  tissue  in  the 
cutis.  Lipoma,  angioma,  circumscribed  fibroma,  and  sebaceous  cysts  may  oc- 
cur in  the  penis.  Carcinoma  is  usually  of  the  epitheliomatous  type.  It 
is  most  frequent  in  the  prepuce  and  glans  penis.  It  may  have  the  form 
of  a  tlat  ulcer,  or  of  infiltrating,  ulcerating  nodules,  or  it  may  be  papil- 
lary. Such  growths  may  attain  great  size,  ulcerate,  or  undergo  a  variety 
of  inflammatory  changes.  Carcinoma  may  involve  the  entire  skin  of  the 
penis  or  may  invade  deeper  parts.  The  inguinal  glands  may  be  involved. 
Distant  metastases  are  not  frequent. 

Medullary  or  glandular  carcinoma  of  the  penis  is  not  common.  It 
may  lx^  secondary  to  carcinoma  in  some  other  part  of  the  body. 

Dermoid  tumors  of  the  penis  are  of  occasional  occurrence.1 

Calcification  and  Ossification  of  the  connective  tissue  of  the  corpora 
cavernosa  sometimes  occur.  Large  and  small  preputial  calculi  are  occa- 
sionally found  between  the  prepuce  and  the  glans.  These  may  be  formed 
in  #////,  may  come  from  the  bladder  or  from  without,  and  may  later  in- 
crease in  size. 

The  Scrotum. 

The  skin  of  the  scrotum  is  subject  to  the  various  forms  of  lesions 
which  may  occur  in  any  part  of  the  integument. 

Elephantiasis  of  the  scrotum  consists  in  the  main  of  a  development  of 
new  connective  tissue  in  the  cutis,  which  is  sometimes  accompanied  by 
dilatation  of  the  lymph-vessels ;  thus  the  thickened  scrotum  may  form  a 
large  tumor,  often  rough  upon  the  surface,  which  may  entirely  cover  in 
the  penis. 

TTJMOBS. 

Lipoma  and  fibroma  occur.  Epitheliomata,  in  the  form  of  flat  or 
papillary  ulcerating  tumors,  are  of  frequent  occurrence  among  chimney 
sweei>ers,  and  may  lead  to  extensive  ulcerations  of  the  adjacent  parts  and 
involvement  of  neighboring  lymph-nodes. 

Dermoid  Cysts  and  Teratomata  of  the  scrotum  are  not  uncommon.  In 
very  rare  cases  tumors  containing  a  considerable  portion  of  a  foetal  skele- 
ton have  been  found  in  the  scrotum.  Occasionally  the  skin  of  the  scrotum 
is  beset  with  numerous  larger  and  smaller  sebaceous  cysts,  which  raise 
the  surface  into  little  globular  or  wart-like  projections. 

The  Testicles. 

Malformations. 

Absence  of  both  testicles,  either  with  or  without  absence  of  the  epididymides, 
spermatic  cords,  and  vesicula?  seminales,  occurs  in  rare  cast's.     The  scrotum  is  only  indi- 

1  Gerulanw,  I>eut.  Zeits.  f.  Chir..  Bd.  lv.,  p.  326. 
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cated  or  may  contain  the  epididymides.     The  penis  is  small,  and  the  individuals  are 
small  and  poorly  developed. 

The  testes  may  be  imperfectly  developed.  The  individuals  are  effeminate.  Ab- 
sence of  one  testicle,  with  healthy  development  of  the  other,  is  more  frequent.  The 
corresponding  epididymis  and  cord  may  be  absent  or  present. 

The  spermatic  cords  and  vcsicuhe  seminales  may  be  absent  or  imperfectly  devel- 
oped on  one  or  both  sides,  while  the  testes  are  normal. 

Crypto uchismus. — Either  one  or  both  testicles  may  remain  permanently  in  their 
foetal  position,  or  may  not  descend  into  the  scrotum  for  several  years  after  birth  (cryptor- 
chismus),  or  not  at  all.  This  condition  may  be  due  to  an  arrest  of  development  in  the 
testes  or  the  gubernaculum  testis;  adhesions  produced  by  antenatal  peritonitis;  nar- 
rowing of  the  inguinal  canal;  narrowing  or  shortening  of  the  vaginal  process  of  the 
peritoneum;  or  to  abnormal  size  or  position  of  the  testicle.  Usually  the  malformation 
is  con  fined  to  one  testicle,  and  then  is  more  frequent  on  the  left  side.  The  testicle  is 
usually  fouud  in  the  abdomen  close  to  the  mouth  of  the  inguinal  canal,  or  in  the  ingui- 
nal canal  just  below  the  external  ring;  but  it  may  be  beneath  the  skin  in  the  perineum, 
or  in  the  crural  canal  with  the  femoral  vessels,  or  elsewhere.  The  retained  testis  is 
usually  not  fully  developed,  or  undergoes  fatty  degeneration  or  fibrous  hyperplasia. 
The  retention  of  one  or  even  of  both  testicles  does  not  preclude  the  possibility  of  pro- 
creation. Retained  testicles  are  prone  to  inflammatory  changes  and  liable  to  become  the 
seat  of  malignant  tumors. 

Sometimes,  while  the  testis  is  retained,  the  epididymis  and  spermatic  cord  descend 
into  the  scrotum.  In  rare  cases  the  position  of  the  testis  may  be  changed  so  that  the 
epididymis  and  cord  are  in  front.  The  existence  of  a  supernumerary  testis  has  been 
asserted. 

Hydrocele. 

In  hydrocele-  of  the  tunica  vaginalis  there  is  an  accumulation  of  fluid  in  the  cavityof  the 
sac.  It  is  usually  unilateral  and  is  usually  associated  with  acute  or  chronic  inflammation 
of  the  tunica  vaginalis,  varicocele,  or  general  dropsy.  The  serum  is  present  in  small  or 
in  large  quantity;  it  is  usually  transparent,  may  contain  cholesterin,  or  be  purulent  or 
mixed  with  blood.  The  tunica  vaginalis  remains  unchanged,  or  is  thickened,  or  con- 
tains plates  of  bone,  or  is  covered  with  polypoid  fibrous  bodies  which  may  fall  off  and  Ik? 
found  free  in  the  cavitv  of  the  sac.  There  mav  be  adhesions  between  the  layers  of  the 
tunica  vaginalis,  and  in  this  way  the  fluid  becomes  sacculated.  The  testis  is  pushed 
downward  and  backward;  it  remains  unchanged  or  is  atrophied. 

In  hydrocele  of  the.  -pnteemmn  ntgiiuUis  there  is  an  accumulation  of  serum  in  the 
cavity  of  the  vaginal  process  of  the  peritoneum,  which  remains  open  after  the  descent 
of  the  testicle.     There  are  several  varieties. 

(<t)  The  vaginal  process  is  entirely  open  and  there  is  a  free  communication  with  the 
peritoneal  cavitv.  The  serum  may  originate  in  the  cavity  of  the  peritoneum  or  of  the 
vaginal  process,  and  passes  freely  from  one  to  the  other. 

(It)  The  processus  vaginalis  is  closed  in  the  inguinal  canal,  while  its  lower  portion 
is  tilled  with  serum. 

(r)  The  processus  vaginalis  is  closed  about  the  testis  and  the  visceral  layer  of  the 
tunica  vaginalis  is  formed.  The  serum  accumulates  in  the  upper  part  of  the  vaginal 
process  which  communicates  with  the  peritoneal  cavity. 

(</)  The  vaginal  process  is  closed  in  the  inguinal  canal  and  over  the  testis;  the  serum 
accumulates  so  as  to  form  one  or  more  sacs  between  these  two  j>oints.  Inguinal  hernia 
mav  complicate  this  form  of  hydrocele. 

In  hydiunrh  of  tin  xjn-riwitic  cord  there  is  general  (edema  or  the  development  of  cir- 
cumscribed cysts  in  the  connective  tissue  of  the  cord. 

A  peculiar  type  of  hydrocele  is  formed  by  the  accumulation  of  serum  in  the  sac  of 
an  inguinal  hernia  from  which  the  intestine  has  become  retracted. 
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HsBmatocele. 

In  hematocele  of  the  tunica  vaginalis  there  is  an  effusion  of  blood  into  the  cavity 
of  this  sac.  It  may  occur  in  injury;  in  scurvy,  or  with  the  hcemorrhagic  diathesis;  or 
it  may  complicate  a  pre-existing  hydrocele.  The  effused  blood  usually  soon  degen- 
erates, and  the  sac  is  filled  with  a  brownish  fluid  or  a  thick,  grumous  mass.  The  tunica 
vaginalis  may  be  thickened.     The  testis  remains  normal  or  is  atrophied. 

Effusion  of  blood  into  the  loose  connective  tissue  of  the  scrotum  is  often  called 
extraraginal  hematocele. 

Hematocele  of  the  spermatic  cord  occurs  in  rare  cases  as  a  diffuse  infiltration  of 
blood  in  the  connective  tissue  of  the  cord.  Or  blood  may  be  effused  into  a  hydrocele  of 
the  cord. 

Spermatocele. 

Cysts  containing  spermatic  fluid  not  infrequently  arise  from  the  epididymis  or 
from  the  rete  testis.  These  sometimes  acquire  a  large  size  and  crowd  the  tunica  vag- 
inalis before  them,  so  that  they  simulate  a  collection  of  fluid  in  the  cavity  of  the  latter. 
The  wall  of  the  cyst  may  be  lined  with  ciliated  or  with  flattened  epithelium.  The 
contents  are  sometimes  simply  serous,  but  more  frequently  opalescent,  and  may  contain 
spermatozoa. 


Atrophy  of  the  testicle  may  occur  in  old  age  or  in  persons  who  are  in 
a  condition  of  premature  senility ;  or  as  the  result  of  pressure  from  her- 
nia?, hydrocele,  or  inflammatory  products. 

INFLAMMATION.     (Orchitis.) 

Inflammation  of  the  testicles  may  follow  injuries,  exposure  to  cold,  and 
inflammation  of  the  urethra;  it  may  occur  in  parotitis  or  with  syphilis 
and  various  other  infectious  diseases.  The  testes,  epididymis,  or  tunica 
albuginea  may  be  principally  involved.  Usually  only  one  testicle  is  in- 
flamed, sometimes  both.  The  inflammation  may  extend  to  the  vas  def- 
erens. 

Acute  Exudative  Orchitis  is  most  frequent  in  the  epididymis  and  tunica 
albuginea.  When  the  testis  is  involved  the  organ  is  congested  and  in- 
filtrated with  serum  or  pus.  From  this  condition  it  may  return  to  the 
normal  state ;  or  small  abscesses  may  form  which  may  be  absorbed,  or 
increase  in  size  so  as  to  involve  nearly  the  entire  organ.  They  may 
perforate  externally,  and  then  healing  may  occur  by  means  of  granula- 
tion tissue;  or  extensive  gangrenous  destruction  of  the  scrotum  may 
occur.  Abscesses  may  become  enclosed  in  a  fibrous  capsule,  when  the 
contents  may  dry  and  become  caseous  or  calcified,  and  so  persist  for  a 
long  time.     The  acute  inflammation  may  l>ecome  chronic. 

Acute  epididymitis  is  frequently  the  result  of  gonorrheal  infection, 
and  mav  or  may  not  be  associated  with  inflammation  of  the  testis.  The 
products  of  inflammation  may  collect  in  varying  quantity  in  the  lumina 
of  the  seminiferous  tubules  and  in  the  ducts  of  the  epididymis,  and  the 
epithelium  of  these  structures  may  degenerate. 
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syphilis.     Gummata  may  form  in  connection  with  the  interstitial  indura- 
tion.    These  may  disappear,  leaving  irregular  cicatrices. 
In  leprosy,  inflammatory  foci  in  the  testicle  are  common.1 

TUMORS. 

Fibromata  occur  in  the  form  of  small  dendritic  or  polypoid  growths  of 
the  visceral  layer  of  the  tunica  vaginalis.  These  sometimes  become  free 
and  are  found  in  the  sac,  usually  in  connection  with  hydrocele.  Small 
nodular  fibromata  occasionally  occur  in  the  albuginea  and  in  the  sper- 
matic cord. 

Lipoma,  either  pure  or  in  combination  with  myxoma  and  sarcoma, 
may  arise  from  the  connective  tissue  of  the  spermatic  cord  or  from  the 
tunica  albuginea. 

Chondroma,  sometimes  in  a  pure  form,  but  more  frequently  combined 
with  myxoma  and  sarcoma,  occurs  in  the  testicles  and  may  attain  a  large 
size.     Osteoma  has  been  described. 

Sarcomata  occur  in  the  testes  and  epididymis,  most  frequently  in  the 
former.  They  may  be  composed  of  spheroidal  or  spindle-shaped  cells ; 
they  may  be  soft  or  contain  much  fibrous  tissue ;  they  are  very  frequently 
combined  with  myxoma,  chondroma,  lipoma,  etc.  Owing  to  the  occlu- 
sion of  the  seminiferous  tubules,  cysts  maybe  formed  in  these  sarcomata. 
In  such  cysts  sarcomatous  tissue  may  occur  in  the  form  of  intracaualic- 
ular  polypoid  growths.  Thus  the  so-called  cysto-mrcomata  of  the  testi- 
cle are  formed.  The  walls  of  these  cysts  may  coalesce,  so  that  large, 
irregular  cavities  may  be  formed.  When  the  cysts  are  not  filled  by 
polypoid  outgrowths  from  their  walls  they  may  contain  a  mucous,  serous, 
or  bloody  fluid,  or  masses  of  flattened  cells,  fat,  and  cholesteriu.  The 
cysts  mav  be  lined  with  cylindrical,  ciliated,  or  flattened  cells. 

Rhabdomyoma  has  been  several  times  observed,  frequently  in  com- 
bination with  cysts." 

Adenoma  is  occasionally  found,  usually  in  combination  with  sarcoma 
or  carcinoma,  or  with  cyst  formation. 

Carcinoma  of  the  testicle  is  cominonlv  of  the  soft  medullary  form,  of 
rapid  growth,  and  usually  primary.  It  may  commence  in  the  testis  or 
epididymis.  Usually  only  one  testicle  is  involved.  Frequently  the  en- 
tin*  glandular  portion  of  the  orgaus  is  replaced  by  the  new  growth.  The 
albuginea  expands  with  the  growth  of  the  tumor,  and  may  continue  to 
enclose  it  e\*en  when  of  large  size.  The  tissues  are  often  very  vascular, 
and  haemorrhages,  areas  of  softening,  fatty  and  mucous  degeneration  are 
frequent.  The  inguinal  and  lumbar  lymph-nodes  are  apt  to  become  in- 
yolyed,  and  distant  metastasis  may  occur.  liarely  the  growth  assumes  a 
scirrhous  form. 

Cysts. — Aside  from  the  above-mentioned  cysts  which  occur  in  connec- 

1  For  a  summary  of  orchitis,  with  bibliography,  consult  Sebitout,  Arch.  gen.  de 
mid.,  t.  i.,  pp.  MO,  ?.">;.  lsJM). 

-  F<>r  study  of  rhabdomyoma,  with  bibliography,  see  Becker,  Virchow's  Arch.,  Bd. 
clxiii.,  p.  '244.  "llini. 
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tion  with  tumors  and  spermatocele,  cysts  may  be  formed  from  persistent 
remnants  of  Midler's  canal  in  the  epididymis,  or  from  obstruction  of  the 
seminiferous  tubules  or  ducts  by  inflammatory  products  or  tissue. 

Teratoid  tumors  of  various  kinds,  with  or  without  cysts,  are  of  infre- 
quent occurrence,  and  are  sometimes  quite  complex  in  character.  They 
may  be  embedded  in  the  substance  of  the  gland.'  Probably  some  of  the 
above-mentioned  cystic  rhabdomyomata  belong  here. 

PARASITES. 

Echinococcus  may  occur  in  the  testis  or  epididymis. 

The  Seminal  Vesicles. 

The  seminal  vesicles  may  be  the  seat  of  acute  or  chronic  inflammation, 
which  is  most  frequently  connected  with  inflammatory  changes  in  ad- 
jacent parts,  prostate,,  urethra,  etc.  As  a  result  of  chronic  inflammation 
the  vesicles  may  be  atrophied,  or  they  may  be  greatly  dilated,  forming 
cvsts  due  to  constriction  of  the  ducts.  Tuberculous  inflammation  is  usu- 
ally  secondary. 

TUMORS. 

Carcinoma  of  the  rectum  or  other  genitourinary  organs  may  secon- 
darily involve  the  seminal  vesicles.  Small  concretions,  sometimes  con- 
taining masses  of  spermatozoa,  are  occasionally  found  in  the  seminal 
vesicles. 

The  Prostate. 

DEGENERATION,   ATROPHY,   AND  HYPERTROPHY. 

Fatty  and  hyaline  degeneration  of  the  muscle  may  occur  in  the  prostate 
witli  or  without  hypertrophy.  Atrophy  of  the  prostate  may  follow  lesions 
or  removal  of  the  testicle,  inflammation  of  the  prostate  itself,  and  may 
occur  as  a  senile  process.  Dilatation  of  the  ducts  may  accompany  the 
atrophic  process. 

Hypertrophy. — Enlargement  of  the  prostate— so-called  hypertrophy— 
is  of  frequent-  occurrence  in  advanced  years.  It  may  involve  the  entire 
organ  or  be  partial ;  it  may  be  nodular  or  diffuse.  The  middle  lobe  is 
most  frequently  involved,  and  this  may  press  upon  the  urethra,  leading 
to  difficult  urination  and  such  secondary  alterations  in  the  bladder  as  are 
associated  with  this,  i.e.,  hypertrophy  and  dilatation  of  the  bladder,  ox 
cystitis,  not  infrequently  with  involvement  of  the  ureter  and  kidneys. 

Hypertrophy  of  the  prostate  may  be  due  to  hyperplasia  of  the  mus- 
cle and  fibrous  tissue  of  the  organ  ;  at  the  same  time  the  gland  tissue  may 
be  increased  CFig<  391),  or  the  latter  may  l>e  alone  involved.  The  in- 
crease in  gland  tissue  has  usually  the  character  of  glandular  hyperplasia. 

'Consult  for  teratoid  tumors  of  the  testicle  Wilm*,  Ziegler's  Beitr.  z.  path.  Anat.. 
Bd.  xix..  p.  283.  1890. 
42 
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But  genuine  adenomata  may  form  both  with  and  without  hyperplasia  of 
the  connective  tissue,  muscle,  and  glands. 

In  partial  hypertrophy  there  are  circumscribed  nodules  of  muscle 
tissue  or  of  muscle  and  gland  tissue.     These  are  usually  situated  at   the 


FIG.  3»1.— "HYPERTROPHr"-HTPKRPLAe 

Tiwrv  Is  glandular  hyperplasia  as  well  as  hyperplac 


periphery  of  the  organ  and  project  into  the  bladder.  They  may  Income 
detached  from  the  prostate,  aud  found  as  small,  movable  tumors  beneath 
the  mucous  membrane  of  the  bladder. 


INFLAMMATION.    (Prostatitis.) 

Acute  exudative  inflammation  of  the  prostate  is  induced  by  gonorrhoea, 
by  injuries,  or,  more  rarely,  is  independent.  It  may  be  aeute  or  chronic. 
The  gland  may  after  a  time  return  to  its  normal  condition,  or  is  gradu- 
ally converted  into  a  mass  of  fibrous  tissue  filled  with  abscesses.  The 
abscisses  may  perforate  into  the  bladder,  urethra,  vesiculje  seiuinales, 
rectum,  or  peritoneum.  Or  the  inflammation  may  extend  to  the  connec- 
tive tissue  of  the  scrotum  or  l>eneath  the  j>elvic  peritoneum.  The  pus 
may  become  thickened  and  cheesy,  or  even  calcified. 

Tuberculous  Inflammation  of  the  prostate  usually  accompanies  a  similar 
lesion  of  some  of  the  other  genito- urinary  organs.  Large  cheesy  masses 
arc  often  formed,  which  may  break  down  and  open  iuto  the  bladder  or 
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TUMORS. 

i  of  the  prostate  has  been  described.  Adenoma  (Fig.  392} 
occurs  either  with  or  without  ao  increase  ill  the  fibro-muscular  interstitial 
tissue  and  gland  hyperplasia. 

Carcinoma  is  of  occasional  occurrence,  and  may  be  primary  or  secon- 
dary. 

Cysts  of  the  prostate  are  sometimes  found  either  as  a  result  of  occlu- 


Iti  the  upper  portion  of  the  out.  m  the  ilpthl.  an?  three  nearly  normal  acini  of.  the  prostate,  while  the  re- 
mainder ebons  various  phases  ol  new  gland  formation.  The  prostate.  In  addition  to  the  rirr-umsrrlbed 
tumor  Krowtb.  was  Ihe  seat  of  the  usual  glandular  and  interstitial  hyperplasia. 

sion  of  the  ducts  by  hypertrophy  of  the  interstitial  tissue,  tumors,  etc. ,  or 
as  a  result  of  faulty  development. 


PARASITES   AND   CONCRETIONS. 

Echinococous  of  the  prostate  has  been  described,  but  is  rare. 

Concretions. — Small  ovoidal  or  spheroidal,  often  browu  or  black  bodies, 
having  the  characters  of  corpora  amylacea,  are  of  very  frequent  occur- 
rence in  the  alveoli  of  the  prostate,  particularly  in  old  persons.  We  find 
a  certain  number  of  them  in  the  prostate  of  nearly  all  old  men,  but  they 
aie  sometimes  present  in  great  numbers.  Larger,  irregular  concretions, 
apparently  formed  by  the  coalescence  or  growth  of  the  smaller  ones,  are 
less  frequently  found,  and  may  be  encrusted  with  lime  salts.  These  con- 
fret  ions  may  give  rise  to  ulceration  of  the  ducts  of  the  gland  or  to  inter- 
ference with  the  passage  of  urine,  but  usually  they  are  of  no  practical 
importance. 

Cowper's  Glands. 

Inflammatory  processes,  acute  or  chronic,  may  occur  in  these  organs  in 
connection  with  urethritis  or  prostatitis.  Abscesses  may  form;  the 
glands,  either  in  acute  or  chronic  inflammation,  may  become  enlarged 
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and  encroach  upon  the  lumen  of  the  urethra.  Retention  cysts  formed  by 
the  closure  of  the  excretory  ducts  may  also  project  into  the  urethral 
canal. 

The  Male  Mamma. 

There  may  be  an  abnormal  number  of  manume.  In  boys,  at  about 
the  time  of  puberty,  the  inamniiB  may  be  swollen  and  inflamed  or  they 
may  secrete  milk.  Cases  are  recorded  in  which  adult  males  possessed 
large  mamma;  which  secreted  milk.  The  breasts  may  be  enlarged  from 
an  increase  of  fat  or  of  connective  tissue. 

Fibroma,  sarcoma,  cysto-sarcoma,  myxoma,  and  various  forms  of  carci- 
noma may  occur. 

Cysts  of  the  male  breast  are  not  very  infrequent. 


CHAPTER  XII. 

THE  BONES  AND  JOINTS. 
The  Bones. 


In  old  age  or  in  senile  conditions  the  bones  may  become  atrophied  by 
the  absorption  of  the  hard  tissue ;  the  medullary  spaces  are  enlarged,  the 
marrow  tissue  contains  less  fat  and  is  often  gelatinous  in  appearance. 
As  the  result  of  the  lack  of  use,  or  from  any  cause  which  interferes  with 
the  nutrition  of  the  bone,  such  as  paralysis  of  the  muscles  or  diseases  of 
the  joints,  the  bones  may  atrophy.  In  connection  with  atrophy  there 
may  be  an  ossifying  periostitis,  which  results  in  making  the  bone  look 
even  larger  than  normal.  Many  of  the  conditions  commonly  called 
atrophy,  such  as  the  erosions  of  bones  from  tumors,  etc.,  pressing  upon 
them,  are  really  due  to  a  rarefying  osteitis. 

The  bones,  sometimes  as  the  result  of  atrophy  and  sometimes  from 
causes  which  we  do  not  understand,  are  unusually  brittle  and  liable  to 
fracture.     This  disposition  is  sometimes  hereditary. 

DISTXJBBANCES  OF  CIRCULATION. 

Hyperemia. — The  evidences  of  this  condition  are  most  marked  to  the 
naked  eye  in  the  periosteum  and  marrow,  particularly  the  latter.  It 
should  be  remembered  that  the  color  of  the  marrow  varies  considerably 
under  normal  conditions,  depending  upon  age  and  situation.  In  the 
bones  of  the  foetus  and  new-born,  and  near  the  areas  of  ossification  in  the 
young,  the  marrow  is  normally  red  in  color.  In  adults  the  marrow  of 
the  sternum,  vertebrae,  and  to  a  certain  degree  that  of  the  ribs,  pelvic 
and  cranial  bones,  and  the  cancellous  tissue  of  the  ends  of  the  long  bones, 
is  red  or  reddish  in  color.  But  most  of  the  marrow,  particularly  in  long 
bones  of  the  extremities,  is  of  a  yellowish  color  from  the  presence  of  fat 
cells.  In  old  age  the  marrow  of  all  the  bones  is  apt  to  become  pale,  and 
to  assume  a  more  or  less  translucent  or  gelatinous  appearance. 

Hyperaeniia  usually  occurs  as  an  accompaniment  of  inflammatory  proc- 
esses in  the  bone,  and,  when  marked,  the  periosteum  is  swollen  and  red; 
the  compact  bone  tissue  may  appear  of  a  pink  color,  while  the  marrow, 
either  by  an  increase  in  the  amount  of  blood  or  absorption  of  its  fat,  or 
both,  may  be  of  a  uniform  dark-red  color  or  mottled  with  red  and  red- 
dish-yellow. 

Haemorrhage. — This  may  be  due  to  wounds  aud  injuries,  to  inflamma- 
tory and  necrotic  processes;  and  small  haemorrhages  often  accompany 


662 


THE  BONES  AND  JOINTS. 


scurvy,  purpura,  litem  or  rhagic  diathesis,  and  leukaemia.  Clots  of  con- 
siderable size  between  the  periosteum  and  bone  may  lead  to  serious  con- 
sequences, by  cutting  off  the  blood  supply  to  the  superficial  layers  of 
bone  and  thus  inducing  necrosis;  but  when  not  liable  to  bacterial  con- 
tamination through  contact  with  the  air  they  are  not  usually  of  serious 
import,  and  are  readily  absorbed.  The  smaller  haemorrhages  of  the 
medulla  are  not  usually  of  much  importance.  The  decomposition  of  the 
extravasated  blood  may  lead  to  extensive  pigmentation  of  the  marrow. 

HEALING   OF   WOUNDS   AND   FRACTURES   OF  BONE. 

The  process  of  healing  in  bone  after  fracture  is,  when  uncomplicated, 
at  first  similar  to  that  in  ordinary  healing  by  second  intention  in  fibrous 
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other  exudates  and  the  tissue  detritus  are  gradu- 
al of  by  phagocytes.  By  a  proliferation  of  cou- 
lic  region  a  larger  or  smaller  mass  of  granulation 
■;  giii n illation  (issue  does  not  at  first  differ  in 
in-  tissue  formed  elsewhere  in  the  body  in  tbe 
ilntivc  iiillnimiintinn. 

intliienee  of  the  specially  endowed  cells  of  car- 
leuin.  but  especially  of  the  hitter,  the  granulation 
v  replaced  either  by  cartilage,  or  by  a  substance 
nerul  itppenruiicc,  Iml  containing  no  lime  salts. 
*ue.  These  newciii'tiliiginoiut  iind  osteoid  tissues, 
i'  together,  form  irregular  masses  or  interlacing 
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trabecule  in  the  stroma  of  granulation  tissue.     This  constitutes  the 
so-called  callus  of  a  uniting  fracture  (Fig.  393). 

Gradually  the  osteoid  tissue  becomes  osseous,  and  the  masses  of  car 
tilage  and  bands  of  periosteal  and  other  fibrous  tissue,  under  transform- 
ations practically  identical  with  those  seen  in  normal  development,  are 
converted  into  bone.  Thus  by  gradual  absorption  and  re-formation  of 
bone  in  the  usually  redundant  provisional  bony  mass,  and  by  the  readjust- 
ment of  its  vascular  channels,  the  healing,  with  more  or  less  permanent 
deformity,  is  accomplished. 

If  the  conditions  be  not  favorable,  the  healing  of  fractures  may  occur 
only  by  fibrous-tissue  formation,  so  that  so-called  "  false  joints  "  may 
result.  The  healing  of  other  injuries  and  losses  of  substance  occurs  by 
a  process  similar  to  that  described  in  fractures. 

INFLAMMATION. 

The  periosteum,  bone  tissue,  and  marrow  are  so  intimately  connected 
that  in  most  cases  they  all  share  to  a  greater  or  less  degree  in  the  patho- 
logical alterations  of  the  bones.  But  as  sometimes  one,  sometimes  another 
is  most  markedly  involved,  it  is  convenient  to  consider  separately  here 
the  inflammatory  changes  by  which  they  are  respectively  affected. 

Periostitis. 

We  may  distinguish  several  forms  of  periosteal  inflammation. 

Simple  Exudative  Periostitis. — This  is  apt  to  occur  in  children  and  ill- 
nourished  persons  after  comparatively  slight  injuries  or  from  unknown 
causes.  The  periosteum  is  thickened,  succulent,  congested,  and  more  or 
less  abundantly  infiltrated  with  leucocytes.  The  periosteum  becomes 
less  firmly  adherent  to  the  bone,  and  the  cells  of  the  inner  layers  are 
increased  in  number.  This  form  of  inflammation  may  terminate  in 
resolution,  or  it  may  lead  to  other  phases  of  inflammation. 

Suppurative  Periostitis  may  begin  as  a  simple  or  as  a  purulent  inflam- 
mation. The  pus  is  formed  in  the  inner  layers  of  the  periosteum,  and 
between  it  and  the  bone.  The  outer  layers  of  the  periosteum  may  for  a 
long  time  resist  the  suppurative  process.  The  accumulation  of  pus  may 
dissect  up  the  membrane  from  the  bone  and  leave  the  latter  bare.  The 
pus  thus  formed  may  remain  in  this  position  for  a  long  time,  or  be 
absorbed,  or  become  dry  and  cheesy,  or  it  may  burst  through  the  perios- 
teum and  lead  to  abscesses  in  the  soft  parts.  The  bone,  if  separated  from 
its  nutrient  membrane,  may  remain  unchanged,  but  more  frequently 
necrosis  or  inflammation  of  the  bone  itself  is  set  up.  Such  a  periostitis 
niav  run  an  acute  or  a  chronic  course. 

* 

Sometimes  suppurative  periostitis  takes  on  a  very  malignant  char- 
acter. Pus  is  developed  not  only  beneath,  but  in  the  periosteum,  forming 
abscesses  filled  with  foul  pus.  The  periosteum  breaks  down  into  a  gan- 
grenous, foul -smelling  mass,  and  the  same  change  may  affect  the  neigh- 
boring soft  parts.     The  medulla  may  take  part  in  the  process  and  break 
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down  into  a  purulent,  gangrenons  mass.  Ha-morrhages  may  complicate 
the  process.  The  lymph -nodes  aiv  enlarged  and  swollen ;  abscesses  may 
form  in  different  parts  of  the  body,  and  the  patient  may  die  with  the 


bum:  Is  t-nLuypu. 


symptoms  of  pywinia.  The  Streptococcus  and  Staphylococcus  pyogenes 
are  the  most  common  excitants  of  suppurative  inflammation. 

Fibrous  Periostitis. — This  is  a  chronic  form  of  inflammation,  resulting 
in  the  development  of  new  connective  tissue  in  the  periosteum,  which 
becomes  thickened  and  dense  and  unusually  adherent  to  the  bone.  It 
may  accompany  necrosis,  chronic  arthritis,  chronic  ulcers  of  adjacent  soft 
parts,  etc.,  or  follow  simple  acute  periostitis. 

Ossifying  Periostitis  results  in  the  format  ion  of  new  bone  from  the  inner 
layers  of  the  periosteum.  The  masses  of  new-formed  bone,  called  oHteo- 
phi/ifs,  arc  of  variable  shape.     They  may  form  a  thin,  velvet-like,  villous 


liijer:  or  they  are  little  spieula;  or  they  form  larger,  rounded  masses 
i  see  riij!.. .'!!» I  and  .'1!'.">  '■.  or  a  thick,  uniform  layer  extending  over  a  large 
pari  nt"  a  bone.  They  may  have  at  h'rst  a  loose,  spongy  character,  and 
In-  loosely  connected  with  the  old  Iwtne.     lint  layers  of  coin] met  hone 
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tissue  are  formed  within  their  medullary  spaces,  which  are  thus  gradually 
filled,  and  they  join  the  old  bone  so  that  they  may  finally  become  as 
compact  as  or  even  more  compact  and  dense  than  normal  bone  to  which 
they  are  firmly  joined.  The  hyperostoses  and  exostoses  thus  formed  may 
remain  indefinitely,  or  they  may  gradually  become  smaller  and  finally 
disappear  by  absorption. 

The  formation  of  new  bone  in  osteophytes,  or  in  dense  masses  beneath 
and  in  the  periosteum,  occurs  as  a  result  of  the  same  process  by  which 
bone  tissue  is  normally  formed.  Certain  large  cells,  called  osteoblasts, 
which  are  developed  along  the  blood-vessels,  possess  the  power  of  deposit- 
ing osseous  basement  substance  about  themselves  and  so  forming  bone. 
Pathological  new  formation  of  bone  differs  from  the  normal  mainly  in  the 
conditions  under  which  it  occurs.  The  blood-vessels  around  which  the 
pathological  bone  develops,  which  grow  out  of  the  old  vessels,  as  in  the 
formation  of  granulation  tissue,  are  irregularly  arranged  and  subject  to 
a  variety  of  abnormal  nutritive  and  mechanical  conditions,  so  that  the 
new  bone  is  usually  formed,  not  in  a  series  of  definite  systems  of  lamellae, 
but,  as  above  described,  in  a  series  of  irregular  spicula  or  masses.  More- 
over, as  will  be  seen  further  on,  the  conditions  under  which  it  is  formed 
being  liable  to  change,  and  itself  serving  uo  definite  purpose  in  the 
economy,  as  does  normal  bone,  pathological  new  bone  is  often  an  evan- 
escent structure.  The  details  of  its  disappearance  will  be  considered 
below. 

Syphilitic  Periostitis. — Syphilitic  infection  may  excite  simple,  purulent, 
fibrous,  or  ossifying  periostitis.  In  addition  to  these,  gummy  tumors 
may  be  developed  in  the  periosteum.  The  bone  tissue  is  usually  more  or 
less  involved.  The  gummata  may  be  absorbed  or  undergo  cheesy  degen- 
eration, or  be  converted  into  fibrous  tissue,  or  they  may  suppurate. 

Tuberculous  Periostitis. — In  badly  nourished  persons,  particularly  in 
children  suffering  from  scrofula,  chronic  purulent  periostitis  is  frequently 
associated  with  the  formation  of  miliary  tubercles.  Abscesses  are  apt  to 
form  in  and  about  the  periosteum,  and  when  these  are  evacuated  granu- 
lation tissue  may  develop,  which  contains  miliary  tubercles.  The  bone 
is  apt  to  be  involved  to  a  greater  or  less  extent  in  simple  inflammatory 
changes  or  caries. 

Osteitis. 

Inflammation  in  bone  tissue  is  dependent  upon  the  same  general  con- 
ditions and  presents  essentially  the  same  series  of  phenomena  as  inflam- 
mation in  other  kinds  of  connective  tissue.  But  it  is  variously  modified 
in  detail  by  the  peculiar  dense  and  unyielding  character  of  the  basement 
substance,  and  by  certain  peculiarities  of  the  blood  supply  and  the 
nutritive  conditions  under  which  the  cells  are  placed.  In  simple  exuda- 
tive inflammation  the  same  series  of  phenomena  occur  in  connection  with 
the  blood-vessels  as  in  other  tissues,  resulting  iu  the  production  of  serum, 
fibrin,  and  pus;  but  the  extent  to  which  these  changes  occur  is  lim- 
ited and  constantly  associated  with  strikiug  alterations  in  the  basement 
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substance.     It  is  these  secondary  alterations  in  the  basement  substance 
which  lend  to  inflammations  of  the  bone  their  most  peculiar  characters, 
and  in  the  prominence  which  these  assume  the  fundamental  alterations 
are   often   overlooked.      The  most  common  of  these  secondary  alter- 
ations are  the  absorption  of  the  hard  basement  substance  of  the  bone  and 
its  replacement  by,  or  conversion  into,  young  cellular  forms  of  fibrillar 
connective  tissue  or  marrow  tissue,  and  the  new  formation,  in  a  more  or 
less  typical  manner,  of  new  bone.     As  a  result  of  these  changes  the  bone 
in  simple  inflammation  becomes  more  vascular,  and,  with  an  increase  of 
spaces  filled  with  granulation  or  marrow  tissue,   more  porous  at  the 
expense  of  the  dense  basement  substance.     Or  the  new-formed  spaces 
or  the  marrow  cavities  may  l>e  constantly  encroached  upon  by  the  new- 
formed  bone  lsunellse  on  their  walls,  so  that  the  bone  becomes  more  com- 
pact.    Or,  as  is  frequently  the  case,  both  series  of  changes  occur  either 
simultaneously  in  different  regions,  or  follow  each  other,  or  are   vari- 
ously associated  together.     Very  frequently  one  or  the  other  of  the  oppos- 
ing forms  of  alteration  predominates,  or  one  may  occur  to  the  exclusion 
of  the  other,  and  we  thus  have  two  prominent  forms  of  inflammation, 
which  arc  called  rarefying  osteitis  or  osteo -porosis,  and  condensing  osteitis  or 
osteosclerosis.     The  exact  nature  of  the  conditions  under  which  in  one 
case  the  bones  l>eeome  more,  in  another  less  dense,  we  do  not  understand. 
Furthermore,  more  or  less  characteristic  forms  of  inflammation  may  occur 
in  syphilitic  and  tuberculous  infection — syphilitic  and  tuberculous  osteitis. 
Suppurative  osteitis  may  further  complicate  the  process. 

In  addition  to  these  phases  of  inflammation  in  bone,  and  in  frequeut 
and  varied  association  with  them,  there  are  alterations  leading  to  death 
and  destruction  of  bone  tissue  in  greater  or  less  amount,  which  are  called 
ctiri*s  and  H*er*>sis.  Finally,  any  of  these  forms,  and  commonly  several 
of  them  at  once,  are  variously  associated  with  more  or  less  marked 
inflammatory  or  degenerative  alterations  of  the  periosteum  on  the  one 
hand,  or  the  marrow  tissue  on  the  other,  or  of  both  combined. 

Rarefying  Osteitis  consists  essentially  in  the  formation  in  the  marrow 
spaces.  Haversian  canals,  or  beneath  the  i>eriostcuin.  of  new,  very  cel- 
lular and  vascular  tissue,  resembling  granulation  or  young  marrow  tissue. 
under  whose  influence  the  basement  substance  of  the  bone  is  absorbed. 
This  absorption  of  the  l*me  takes  place  largely  as  Imne  is  absorbed  iu 
normal  growth,  namely,  under  the  influence  of  certain  large  cells,  which 
are  grouped  annual  the  blood- vessel*.  If  a  thin  section  of  Itone  which 
is  undergoing  absorption  Ik*  examined  Fig.  30i»  .  the  edges  of  the  bone 
which  bonier  on  the  vascular  surfaces  are  found  irresrularlv  indented  bv 
deep  or  shallow  depivssinns.  sometimes  simple,  sometimes  quite  complex. 
Hicm'  are  railed  //■•■*•**  "■»"<  **''"  -»*r  and  are  usnallv  tilled  or  lined  bv  larger 
and  smaller  granular.  lYequently  multiuueiear  i-ells — the  so-called  oste*>- 
, ■' ,-x  n  In  :he  larger  lacuna*  there  may  U>  granulation  tissue  with  loop-sof 
blood  xesxelv  wi:h  or  without  osteoclasts.  Under  the  influence  of  the 
oMe.»i  laMs   «*r   of   the   r.ew  vaseular  tissue,   the   I  tone   is  gradually  ab- 

soi  Ivd. 
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Od  the  other  hand,  there  may  be  irregular  branching  channels  through 
the  bone  across  the  lamella?,  which  appear  to  be  due  to  the  enlargement 
and  coalescence  of  the  lacuna?  and  canaliculi,  without  the  direct  influence 
of  blood-vessels  or  other  cells  than  the  fixed  cells  of  the  bone. 

The  tissue  which  replaces  the  absorbed  bone  may  be  very  rich  in 
small  spheroidal  cells,  or  it  may  be  more  or  less  fibrillar. 

As  a  result  of  this  process  irregular  islets  of  bone  tissue  may  be 
entirely  separated  from  adjacent  bone  and  surrounded  by  a  more  or  less 


Fig.  398.— Rirkftino  Osteitis  in  L'lsa  or  Chilli, 
ii.  Iwiluii-d  hum-  fragment  witli  rough  edge*;  6,  marrow  tissue;  e,  Howihlp'i lartime  with micot'luu. 

fibrillar  vascular  tissue ;  this  is  most  apt  to  occur  in  the  cancellous  tissue. 
Or  the  originally  compact  bone  may  become  traversed  by  a  series  of  larger 
and  smaller  irregular  branching,  communicating  channels  with  ragged 
walls.  These  progressive  alterations  may  cease,  and  be  succeeded  by  a 
new  formation  of  boiie  along  the  edges  of  the  channels  or  cavities. 

Rarefying  osteitis  may  occur  as  an  independent  process  from  unknown 
causes ;  it  is  often  associated  with  scrofula,  with  diseases  of  the  joints, 
with  fractures  or  other  injuries  to  the  bone ;  it  often  forms  a  predominant 
feature  in  tuberculous  inflammation  of  the  bones.  It  is  chiefly  by  a 
rarefying  osteitis  that  bone  tissue  is  eroded  and  destroyed  in  the  vicinity 
of  tumors,  aneurisms,  etc.,  which  exert  pressure  ou  the  bones.  By  the 
same  process  the  sharp  ends  of  fractured  bone  may  be  rounded  ofl'  as 
healing  proceeds. 

When  this  form  of  inflammation  occurs  in  cancellous  bone  tissue  the 
marrow  is  red  or  gelatinous,  and  the  bony  septa  may  disappear  altogether, 
so  that  in  extreme  cases  there  may  be,  instead  of  cancellous  bone,  a  mass 
of  granulation  tissue.  When  the  process  occurs  in  the  articular  extrem- 
ity of  a  bone  the  granulating  medulla  may  send  little  offshoots  through 
the  articular  cartilage.     These  may  become  fused  together  and  iuflam- 
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illation  of  the  joint  may  follow.  The  walls  of  the  shafts  of  the  long 
bones  may  be  converted  into  spongy  tissue.  If,  as  is  sometimes  the  case, 
an  ossifying  periostitis  occurs  at  the  same  time,  the  l>oiie  is  thiclceued  bat 
spongy ;  or  sometimes  there  are  concentric  layers  of  compact  bone  tissue, 
separated  by  rarefied  boue. 

Condensing  Osteitis  (Orteo-Sclerosis).— This  lesion  is  characterized  by 
the  new  formation  of  bone  in  the  walls  of  the  marrow  cavities  or  Haver- 
sian canals.  The  bone  is  formed  under  the  influence  of  the  blood-vessels 
and  osteoblasts,  as  in  normal  bone  formation,  but  with  less  regularity. 
It  may  result  in  the  conversion  of  cancellous  tissue  into  compact  bone, 
in  the  filling-up  of  the  medullary  cavity  of  long  bones  with  more  or  less 
dense  bone  tissue.  The  compact  bone,  owing  to  the  filling  of  its  Haver- 
sian canals,  may  become  very  dense  and  ivory -like.     When  the  medullary 
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cavities  of  long  bones  are  involved  the  yellow  marrow  is  converted  into 
red  marrow  by  the  absorption  of  fat  and  increased  vascularity. 

Osteosclerosis  is  frequently  associated  with  ossifying  periostitis.  It 
often  follows  rarefying  osteitis,  and  then  the  Howship's  lacuna?  resulting 
from  the  original  absorption  process  may  be  filled  and  covered  in  with 
new  bone  laiuellre  (Fig.  .107).  It  is  apt  to  occur  in  connection  with 
necrosis  or  chronic  inflammation  of  adjacent  soft  parts,  but  it  sometimes 
occurs  independently  under  unknown  conditions. 

Suppurative  Osteitis  (Abscess  of  Bone). — This  process  occurs  usually  in 
the  ends  of  I  he  long  bones,  and  is  associated  with  rarefying  osteitis.  As 
the  bone  tissue  is  absorlHil.  a  circumscribed  cavity  may  be  formed  in  the 
bone,  filled  with  pus  and  lined  with  granulation  tissue. 

Loss  frequently  abscesses  are  formed  in  the  shaft  of  a  long  bone  by 
circumscribed  suppuration  of  the  medulla.     Such  abscesses  may  occur  in 
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old  people  and  may  be  of  long  duration.  They  may  gradually  enlarge 
and  be  accompanied  by  an  ossifying  periostitis,  so  that  the  bone  is  ex- 
panded. The  abscesses  in  suppurative  osteitis  sometimes  develop  rapidly 
and  may  perforate.  On  the  other  hand,  instead  of  abscesses,  there  may 
be  a  diffuse  infiltration  with  pus  of  the  Haversian  canals  or  of  the  spaces 
formed  by  rarefying  osteitis  (see  Osteomyelitis,  below). 

Osteomyelitis. — The  tissues  of  the  medulla  so  frequently  share  in  the 
inflammatory  processes  in  bone  that  many  conditions  described  as  osteitis 
are  really  osteomyelitis.  It  is  customary,  however,  to  reserve  the  latter 
name  for  those  cases  in  which  the  medulla  is  primarily  or  chiefly  involved. 

Acute  Infectious  Osteomyelitis.  —This  may  occur  as  the  result 
of  a  local  injury  which  permits  the  access  or  favors  the  development  of 
pyogenic  micro-organisms;  it  may  be  metastatic,  resulting  from  the  trans- 
portation of  infectious  material  from  other  parts  of  the  body  in  septi- 
caemia and  pyaemia,  iu  typhoid  fever,  in  the  exanthematous  fevers,  and 
under  other  conditions;  or  it  may  occur  without  evidence  of  local  predis- 
position or  of  infectious  processes  in  other  parts  of  the  body. 

The  lesions  of  acute  infectious  osteomyelitis  are,  in  the  large  majority 
of  ciises  at  least,  due  to  the  presence  and  action  of  the  pyogenic  cocci, 
the  Staphylococcus  pyogenes  and  the  Streptococcus  pyogenes,  and  in 
many  of  its  forms  it  may  be  regarded  as  one  of  the  phases  of  septicaemia 
or  septico-pysemia. 

While  the  lesions  vary  widely,  the  following  general  description  is 
applicable  to  a  considerable  proportion  of  the  cases: 

At  the  commencement  of  the  disease,  which  usually  begins  in  the  shaft 
of  one  of  the  long  bones,  there  are  hyperemia  and  oedema  of  the  medulla, 
so  that  if  the  bone  be  opened  the  marrow  is  soft  and  of  a  dark-red  color. 
A  diffuse  suppuration  now  rapidly  ensues,  and  the  marrow  becomes 
streaked  or  mottled  with  gray.  Occasionally,  though  not  often,  larger 
and  smaller  abscesses  may  form  in  the  marrow.  The  inflammatory  areas 
may  l>e  circumscribed;  or,  in  the  more  malignant  cases,  the  entire  mar- 
row may  become  rapidly  involved.  The  cancellous  tissue  of  one  or  both 
of  the  epiphyses  usually  becomes  involved.  The  disease,  however,  is 
not  commonly  confined  to  the  medullary  spaces.  The  periosteum  becomes 
(edematous  and  infiltrated  with  pus,  and  the  surrounding  soft  parts  may 
liecome  the  seat  of  intense  inflammatory  changes.  Abscesses  of  the  peri- 
osteum or  surrounding  tissues  are  apt  to  form.  As  a  result  of  these 
changes,  necrosis  of  greater  or  less  portions  of  the  bone  may  ensue.  The 
medullary  cavity  may  become  enlarged  as  pus  accumulates,  and  the  wall 
of  the  bone  may  be  broken  through,  permitting  the  discharge  of  pus  out- 
wanl.  Sometimes  several  bones  are  involved  at  once.  Secondary  in- 
volvement of  the  joints  is  very  frequent.  Here  there  may  be  only  a 
se rous  or  purulent  exudation ;  or  the  acute  and  destructive  inflammatory 
process  may  extend  beneath  the  joint  and  produce  extensive  alterations. 
In  young  persons  the  epiphyses  very  frequently  Income  separated  from 
the  shaft  by  the  destruction  of  the  cartilage  which  binds  them  together. 

In  the  severer  cases,  which  are  often  called,  pur  exceUencey  malignant 
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osteomyelitis,  the  changes  may  be  very  rapid  and  destructive.  The 
medulla  is  disintegrated  and  gangrenous;  the  joints  are  soon  involved; 
necrosis  of  large  portions  of  the  bone,  sometimes  of  the  whole  shaft, 
occurs;  the  periosteum  and  surrounding  parts  become  gaugreuous;  the 
veins  contain  thrombi ,  and  py acinic  infarctions  and  abscesses  may  form 
in  various  parts  of  the  body.1 

Ciikoxic  Osteomyelitis. — In  prolonged  cases  of  osteomyelitis  there 
is  apt  to  be  more  or  less  ossifying  periostitis  and  osteosclerosis,  and 
fistuhe  may  form  in  the  bone,  through  which  the  exudates  are  dis- 
charged." 

Tuberculous  Osteitis  is  essentially  a  rarefying  osteitis  associated  with 
the  formation  of  tubercle  tissue  and  cheesy  degeneration.  The  tubercles 
are  sometimes  small,  scattered,  and  miliary  inform  (see  Fig.  398);  some- 
times they  unite   to  form  larger  and   smaller  masses.     There  may  be 
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extensive  involvement  of  the  medulla.  There  may  be  much  simple  gran- 
ulation tissue  or  the  formation  of  abscess  sissociated  with  the  process. 
Condensing  osteitis  and  necrosis  are  not  infrequently  present.  Tuber- 
culous osteitis  is  often  associated  with  tuberculous  inflammation  of  the 
joints.  It  is  most  apt  to  occur  in  cancellous  bone  tissue,  and  is  most 
common  in  the  bodies  of  the  vertebrae  and  in  the  carpal  and  tarsal  bones. 
Syphilitic  Osteitis. — Syphilitic  infection  may  lend  to  one  or  other  of  the 
forms  of  osteitis  just  described,  or  gummatous  nodules  may  form.     Sypb 

1  Consult  fur  nncliilxiniri:  treatment  of  arutr  iistfimvclitis  in  its  relationship  tontber 
forms  of  imliiinmriTimi.  «hli  liililincrapliv.  J»rihn,.  Iki'tr.  z.  klin.  CWr..  Bci.  x..  p.  .V<7. 
Korasiu.lv  of  rhiscoii.liiioii  in  <-hii.Ili.xul  sir  K.^lik  «<„}  V-m  Ar*1.,U.  Am.  Jour.  Mtd. 

.Sir  11. ■<■-.    vol.    riii..    ]>».    4','J  U.I.I  .-,:[.>,    1«)'>. 

-  Kura  n'suim'  of  Hh-  di-fonmti,-  nsultimr  from  osteomyelitis  consult  Park  Medi- 
cal Ilcronl.  November  2.1.  1M»3. 
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ilitic  osteitis  usually  commences  in  the  periosteum,  which  becomes  thick- 
ened and  infiltrated  with  cells,  so  that  there  may  be  a  circumscribed 
thickening  of  the  periosteum,  with  or  without  distinct  gummata.  The 
vessels  which  extend  from  the  periosteum  into  the  bone  become  sur- 
rounded by  new  cellular  tissue,  which  causes  an  enlargement  of  the 
canals.  At  this  stage,  if  the  periosteum  be  stripped  off,  it  dnigs  with  it 
the  vessels  surrounded  by  the  new  cell  growth,  leaving  the  bones  beneath 
with  numerous  small  perforations  extending  inward.  As  the  disease 
progresses  the  channels  in  the  bone  enlarge  by  a  rarefying  osteitis  and 
coalesce,  forming  large,  irregular  defects  filled  with  new  fibrous  tissue. 
In  these  masses  of  new  tissue,  cheesy  degeneration  may  occur,  so  that  the 
new  growth  has  more  or  less  of  the  character  of  a  gumma.  In  the  vicin- 
ity of  these  gumma-filled  spaces  a  condensing  osteitis  may  occur,  both  in 
the  substance  of  the  bone  and  on  the  surface,  in  the  form  of  osteophytes, 
so  that  the  opening  in  the  bone  may  be  surrounded  by  an  elevated,  irreg- 
ular ring  of  bone  tissue.  All  this  may  occur  beneath  the  uninvolved 
skin,  or  the  skin  may  participate  by  a  suppurative  inflammation,  result- 
ing in  ulceration.  These  processes  may  be  circumscribed  or  involve  a 
large  part  of  a  bone.  It  is  not  infrequently  associated  with  necrosis  of 
larger  and  smaller  portions  of  bone.  The  syphilitic  tissue  may  be  ab- 
sorbed and  its  place  be  more  or  less  filled  with  fibrous  tissue.  Syphilitic 
osteitis  is  most  frequent  in  the  cranial  bones,  but  may  occur  elsewhere, 
as  in  the  sternum,  clavicle,  tibia  and  fibula,  the  ribs,  etc. 

Congenital  Syphilis. — The  bones  of  young  children  in  this  condition 
may  show  increased  density  or  evidences  of  periostitis,  or  irregular  thick- 
enings, particularly  of  the  skull.  Characteristic  lesions  are  frequently 
found  in  the  long  bones  in  still-born  or  young  children  who  are  the  vic- 
tims of  hereditary  syphilis.  These  lesions  are  found  for  the  most  part 
along  the  border  zone  between  the  epiphysis  and  diaphysis.  In  normal 
ossification  of  the  long  bones,  the  border  line  between  the  calcification 
and  ossification  zones  is  narrow,  sharply  defined,  and  straight,  or  lightly 
and  evenly  curved.  In  the  syphilitic  bones,  on  the  contrary,  this  line  is 
broader,  uneven,  and  presents  various  modifications,  which  merge  into 
one  another,  so  that  all  intermediate  forms  may  be  seen.  In  a  lesion  of 
moderate  grade  there  may  be,  between  the  cartilage  and  the  new-formed 
spongy  bone,  a  white  or  reddish-white  zone,  about  2  mm.  in  breadth, 
with  very  irregular  borders,  consisting  of  calcified  cartilage,  in  which  the 
linear  groups  of  cartilage  cells  are  more  abundant  than  normal.  In  more 
pronounced  lesions  the  calcified  zone,  still  containing  an  unusual  number 
of  cartilage  cells,  is  broader  and  still  more  irregular  and  less  sharply  out- 
lined against  the  ossification  zone.  The  cartilage  just  beyond  it  is  softer 
and  almost  gelatinous,  and  may  contain  numerous  blood-vessels,  islets  of 
connective  tissue  or  of  calcification,  or  irregular  ossification.  Finally 
the  bone  may  be  pouched  out  at  the  sides  around  the  ossification  and 
calcification  zones,  and  the  perichondrium  and  periosteum  thickened. 
The  whitish,  irregular  calcified  zone  is  hard  and  friable.  Between  this 
and  the  new-formed  bone  there  is  an  irregular,  soft,  gray  or  grayish- 
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yellow  zone,  from  2  to  4  mm.  in  thickness,  which  forms  a  loose,  readily 
separated  connection  between  the  cartilage  and  the  diaphysis.  The 
white,  friable  zone  consists  mainly  of  irregular  rows  of  degenerated  and 
distorted  cartilage  cells  lying  in  a  calcified  basement  substance,  of  irreg- 
ular masses  of  atypical  bone  tissue,  and  of  blood- vessels  surrounded  by 
variously  shaped  cells.  The  soft  zone  consists  of  more  or  less  vascular 
tissue  with  homogeneous  basement  susbtance,  and  round  and  spindle 
sha]>ed  cells.  This  soft  zone  is  not  sharply  outlined  against  the  adjoin- 
ing new -formed  spongy  bone,  which,  instead  of  consisting  of  the  normal 
marrow  spaces  with  bony  lamella;  be  ween  them,  is  largely  composed  of 
granulation  tissue. 

Different  phases  of  this  faulty  development  may  be  seen  in  different 
bones  in  the  same  individual.  According  to  Wegner  the  lesion  is  usually 
most  advanced  in  the  lower  end  of  the  femur,  then  in  the  lower  end**  of 
the  leg  bones  and  of  the  forearm,  then  in  the  upper  ends  of  the  tibia, 
femur,  and  fibula. 

Xot  infrequently  there  is  fatty  degeneration  of  the  marrow  cells  aud 
blood-vessels,  giving  the  marrow  a  reddish-yellow  color.  These  altera- 
tions of  the  bones  inay  occur,  not  only  in  children  who  have  gummata  in 
other  parts  of  the  body,  but  also  in  those  in  whom  other  evideuces  of 
syphilitic  infection  are  absent.  So  uniform  is  their  occurrence  that  their 
presence  alone  suffices  for  the  establishment  of  a  diagnosis. 

NECROSIS. 

Necrosis  is  the  death  of  a  larger  or  smaller  portion  of  bone.  This 
may  be  induced  by  conditions  which  deprive  the  bone  of  its  proper  vas- 
cular supply  from  the  periosteum  and  medulla.  It  may  be  associated 
with  suppurative  periostitis,  osteomyelitis,  and  osteitis,  traumatic  sepa- 
ration of  the  periosteum,  ulcers  of  neighboring  soft  parts,  emboli,  the 
action  of  phosphorus  vapor,  and  exhaustive  infectious  diseases.  Xecrosis 
is  a  pure  form  of  gangrene,  differing  from  gangrene  of  soft  parts  in  that 
the  dead  bone  has  at  first,  and  may  retain  for  a  long  time,  the  general 
outward  characters  of  the  normal  bone ;  while  in  dead  soft  parts  rapid  ab- 
sorption may  occur,  or  should  bacteria  of  various  forms  be  present,  or  gain 
access  to  the  dead  tissue,  putrefaction,  with  complex  changes,  may  ensue. 

When  a  portion  of  bone  has  died  inflammation  occurs  at  the  dividing- 
line  between  the  (lead  and  living  bone.  This  inflammation  has  the  char- 
acters of  a  rarefying  osteitis  (see  above),  and  finally  separates  the  dead 
from  the  living  bone.  The  dead  bone,  or  Hvqiwntrum%  may  remain  smooth 
and  unaltered  (Fig.  WW),  or  it  may  be  eroded  by  the  influence  of  sur- 
rounding pus  or  granulation  tissue  or  osteoclasts.  Tn  this  way  it  is  pos- 
sible for  the  sequestrum,  if  it  be  small,  to  be  entirely  absorlnnl.  More 
frequently  there  is  a  production  of  new  bone  around  the  sequestrum, 
either  beneath  the  periosteum  or  in  the  substance  of  the  bone,  and  this 
becomes  lined  with  granulation  tissue,  from  which  pus  may  continue  to 
be  formed,  bathing  the  sequestrum. 
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Necrosis  may  involve  the  superficial  layers,  or  the  entire  thickness  of 
the  wall  of  a  long  bone,  or  only  the  spongy  tissue  and  inner  layers,  or  an 
entire  hone,  or  a  number  of  different  portions  of  the  same  bone,  but  it  is 
most  apt  to  occur  in  compact  boue. 

Tln»  death  and  separation  of  the  bone  may  be  soon  followed  by  the 
growth  of  now  bone  to  repair  the  loss.  The  periosteum,  the  medulla, 
and  the  sun-minding  soft  tissues  may  all  take  part  in  this  new  growth. 
The  new  bone  is  usually  irregular,  rough,  and  perforated  with  openings 
through  which  pus  formed  around  the  sequestrum  may  be  discharged. 
If  the  sequestrum  be  removed,  healing  may  occur  by  the  formation  of  new 
bone ;  but  the  bone  is  usually  more  or  less  distorted  by  the  irregular  new 
ossification. 

J*himph»r»H  Xeeroxiit. — Under  the  influence  of  phosphorus  vapor,  peri- 
ostitis and  osteitis,   particularly  of  the  jaw,  are  apt  to  occur,   which 


usually  lead  to  more  or  less  extensive  necrosis,  generally  associated  with 
prolonged  and  often  extensive  suppuration. 


Caries  of  bone  is  essentially  an  ulcerative  osteitis  resulting  in  progres- 
sive molecular  destruction  of  the  bone  tissue.  It  differs  from  necrosis  in 
that,  in  the  latter,  larger  and  smaller  masses  of  bone  die,  while  in  caries 
the  destruction  is  molecular  and  gradual.  It  may  occur  in  connection 
with  any  form  of  osteitis,  with  periostitis  and  osteomyelitis,  or  it  may  be 
secondary  to  inflammatory  or  destructive  processes  in  the  joints  or  adja- 
cent soft  parts.  The  depressed  surfaces  of  bones  in  which  caries  is  pro- 
gressing are  rough  and  more  or  less  finely  jagged,  and  may  be  covered 
with  granulations.  The  minute  changes  by  which  ulceration  and  destruc- 
tion of  the  bone  are  produced  in  caries  are  somewhat  analogous  with  those 
in  rarefying  osteitis,  but  there  are  marked  degenerative  changes  in  the 
hone  cells,  which  may  become  fatty  or  converted  into  a  granular  ma- 
terial. Moreover,  the  basement  substance  of  the  bone,  instead  of  being 
al>sorl>ed,  may  disintegrate,  with  the  formation  of  larger  and  smaller 
masses  of  detritus.  .Sometimes  the  lime  salts  are  removed  from  the  base 
43 
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ment  substance,  which  is  converted  into  atypical  fibrillar  tissue  and  fatty 
and  granular  detritus.  Very  extensive  suppurations  and  necrosis  may 
be  associated  with  caries. 

Long-continued  caries,  especially  in  badly  nourished  individuals,  is 
apt  to  become  complicated  with  tuberculous  inflammation. 

There  is  very  little  tendency  to  spontaneous  healing  in  caries,  but  it 
may  occur,  and  the  defects  produced  may  be  more  or  less  supplied  by 
means  of  new-formed  bone. 


RACHITIS.     (Rickets.) 

Rickets  is  a  developmental  disease  of  bone,  in  which  the  proper  ossi- 
fication does  not  take  place.  The  disease  usually  occurs  during  the  first 
two  years  of  life,  but  may  be  congenital,1  or  may  occur  as  late  as  the 
twelfth  year. 

The  physiological  growth  of  bones  presents  three  phases.  They  grow 
in  length  by  the  production  of  bone  in  the  cartilage  between  the  epiphy- 
sis and  diaphysis;  in  thickness,  by  the  growth  of  bone  from  the  inner 
layers  of  the  periosteum.  At  the  same  time  the  medullary  canal  is  en- 
larged, in  proportion  to  the  growth  of  the  l>one,  by  the  disappearance  of 
the  inner  layers  of  bone. 

In  rickets  these  three  phases  of  growth  are  abnormal.  The  carti- 
laginous and  subperiosteal  cell  growth,  which  precedes  ossification,  goes 
on  with  increased  rapidity  and  exuberance  and  in  an  irregular  manner, 
both  between  the  epiphyses  and  diaphyses  and  beneath  the  periosteum, 
while  the  actual  ossification  is  imperfect,  irregular,  or  wanting.  At  the 
same  time  the  dilatation  of  the  medullary  cavity  goes  on  irregularly 
and  often  to  an  excessive  degree. 

If  one  examine  microscopically  in  a  rachitic  bone  the  region  between 
the  epiphysis  and  diaphysis  (Fig.  400),  he  finds  that  the  cartilage  cells 
are  not  regularly  arranged  in  rows  along  a  definite  zone  in  advance  of  the 
line  of  ossification,  as  in  normal  development,  but  that  there  is  an  irreg- 
ular heaping- up  of  cartilage  cells,  sometimes  in  rows,  sometimes  not, 
over  an  ill -defined  and  irregular  area.  The  zone  of  calcification  also, 
instead  of  being  narrow,  regular,  and  sharply  defined,  is  lacking  in  uni- 
formity. Areas  of  calcification  may  be  isolated  in  the  region  of  prolifer- 
ating cartilage  cells,  or  calcification  may  be  altogether  absent  over  con- 
side  nil) le  areas. 

Corresponding  to  these  irregularities  the  ossification  zone  is  also  irreg- 
ular. New  -formed  bone  and  marrow  cavities  containing  blood-vessels 
may  lie  in  the  midst  of  the  cartilage,  or  masses  of  cartilage  may  lie  deep 
in  the  region  which  should  be  completely  ossified.  In  other  places  it 
seems  as  if  the  cartilage  tissue  were  directly  converted  into  an  ill-formed 
bone  tissue  by  metaplasia  or  direct  transformation.  It  will  readily  be 
seen  from  this  that  the  medullary  spaces  of  the  new-formed  bone  are 

1  Stlrttti.  Zicgli-r's  Bntrilge  z.  path.  Anat..  He,  B<1.  xvi.,p.  29. 1894,  bibliography. 
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irregular,  and  this  abnormality  is  enhanced  by  the  premature  intra- med- 
ullary absorption  of  the  bone. 

•Similar  irregularity  in  the  bone  formation  may  be  seen  beneath  the 
periosteum.  An  excessive  proliferation  of  cells  in  the  inner  layers  of 
the  periosteum,  the  irregular  calcification  which  occurs  about  them,  and 
the  absence  of  uniformity  in  the  elaboration  of  ill -structured  bone,  con- 
Rpire  to  produce  an  irregular,  spongy  bone  tissue  instead  of  the  compact, 
lamellated  tissue  which  is  so  necessary  here  for  the  solidity  of  the  struc- 
ture. The  increased  cell  growth  between  the  epiphyses  and  diaphyses 
produces  the  peculiar  knobby  swellings  which  are  characteristic  of  rickets. 
At  the  same  time  the  medullary  cavity  increases  rapidly  in  size  and  the 
inner  layers  of  the  bone  become  spongy.     The  medulla  may  be  congested, 
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and  fat,  if  it  has  formed,  may  be  absorbed,  and  a  modified  form  of 
osteitis  may  ensue. 

The  result  of  these  processes  is  that  the  bones  do  not  possess  solidity 
and  cannot  resist  the  traction  of  the  muscles  or  outside  pressure.  The 
epiphyses  may  be  displaced  or  bent,  especially  in  the  ribs,  less  frequently 
in  the  long  bones.  The  long  bones  aud  the  pelvic  bones  may  be  bent 
into  a  variety  of  forms.  Incomplete  fractures  are  not  infrequent.  Com- 
plete fractures  do  not  usually  occur  until  the  later  stages  of  the  disease, 
when  the  bones  have  become  more  solid.  In  the  head,  the  cranium  may 
be  unnaturally  large  for  the  size  of  the  face ;  the  fontanelles  and  sutures 
may  remain  open ;  the  bones  may  be  soft,  porous,  and  hyperremic,  while 
at  their  edges  there  may  be  rough,  bony  projections  beneath  the  pericra- 
nium. Sometimes,  especially  in  the  occipital  bone,  there  are  rounded 
defects  in  the  bone,  filled  only  with  a  fibrous  membrane;  this  constitutes 
one  of  the  forms  of  so-called  Craniotabes  (Fig.  401). 
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It  does  not  fall  within  the  scope  of  this  work  to  describe  the  various 
deformities  which  may  occur  as  a  result  of  this  disease.  The  familiar 
pigeon  breast ;  the  rows  of  knobs  along  tbe  sides  of  the  chest  from  bend- 
ing and  dilatation  of  the  ribs  at  the  point  of  junction  of  cartilage  and 
bone;  the  knock-knees,  bow-legs,  spinal  curvatures,  etc.,  may  all  be  the 
result  of  rachitic  weakening  of  the  bones. 

After  a  time  the  rachitic  process  may  stop  and  the  bones  take  on  a 
more  normal  character.  Tbe  porons  bone  tissue  becomes  compact  and 
even  unnaturally  dense;  the  swellings  at  the  epiphyses  disappear;  many 
of  the  deformed  bones  may  become  of  a  normal  shape.  In  severe  cases, 
however,  the  deformities  continue  through  life ;  especially  is  there  a  ees- 


tauliy  development  and  corned  only  bj 


sat  ion  of  the  growth  of  the  bones  in  their  long  axis,  so  that  the  persons 
affected  are  dwarfed. 

The  disease  may  have  an  acute  or  a  chronic  character.  The  acute 
form  Itegius  usually  during  the  Hint  six  mouths  of  life.  Tbe  children  are 
apt  to  sillier  from  vomiting,  diarrhoea,  profuse  sweating,  chronic  bron- 
chitis and  pneumonia,  general  amemia,  and  wasting.  They  either  die  or 
the  rachitic  process  is  gradually  developed.  The  chronic  form  is  seen  in 
older  children,  and  often  in  those  apparently  healthy.  The  changes  in 
the  hones  may  take  place  without  constitutional  symptoms,  though  there 
are  often  catarrhal  bronchitis,  pneumonia,  and  amentia. 
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OSTEOMALACIA. 

This  lesion  consists  in  the  softening  of  fully  formed  hard  bone  tissue 
by  the  removal  of  its  inorganic  salts.  It  is  to  be  distinguished  from 
rickets,  whose  lesions  are  due  to  a  faulty  development  of  bone,  although 
in  certain  external  characters  the  two  diseases  sometimes  present  consid- 
erable similarity.  Osteomalacia  usually  occurs  in  adults,  most  fre- 
quently in  females  during  pregnancy  and  after  parturition ;  more  rarely 
it  occurs  in  males,  and  in  females  unassociated  with  the  above  conditions. 
Its  cause  is  not  known. 

Microscopical  examination  shows  that  the  decalcification  occurs  first  in 
the  periphery  of  the  Haversian  canals  and  in  the  inner  layers  of  the  walls 
of  the  marrow  spaces.  As  the  salts  of  lime  are  removed  the  basement 
substance  at  first  remains  as  a  finely  fibrillated  material,  still  preserving 
the  original  lamellation.  The  bone  cells  may  be  changed  in  shape  or 
degenerated.  After  a  time  the  decalcified  tissue  may  disintegrate  and 
be  absorbed,  and  its  place  occupied  by  new-formed  marrow  or  granula- 
tion tissue.  As  the  disease  goes  on  the  marrow  tissue  is  congested  and 
red,  the  fat  absorbed,  and  there  is  a  great  accumulation  of  small  sphe- 
roidal cells;  or  the  marrow  may  assume  a  gelatinous  appearance.  The 
decalcification  and  absorption  of  the  bone  from  within  may  proceed  so 
far  that  the  bony  substance  in  the  cancellous  tissue  almost  entirely  dis- 
appears, and  the  compact  bone  is  reduced  to  a  thin,  soft,  decalcified  tis- 
sue. The  disease  is  not  always  continuously  progressive,  but  may  be 
subject  to  temporary  cessation. 

As  a  result  of  this  softened  condition  of  the  bones,  the  weight  of  the 
body  and  the  actions  of  the  muscles  may  induce  a  series  of  deformities 
which  are  sometimes  excessive ;  curvatures  of  the  spine,  complete  and 
incomplete  fractures  of  the  bone,  distortions  of  the  pelvis,  sternum,  etc. 
There  is  a  tendency  in  this  disease  to  a  general  involvement  of  the  bones, 
but  the  changes  are  sometimes  confined  to  single  bones  or  groups  of 
bones.     The  cranium  is  rarely  much  affected. 

ALTERATIONS  OF  THE  BONE  MARROW  IN  LEUKEMIA  AND 


In  certain  forms  of  leukaemia  the  marrow  of  the  bones  is  very 
markedly  altered.  The  change  consists  mainly  in  an  accumulation  in 
the  marrow  tissue  of  spheroidal  cells,  often  in  a  condition  of  fatty  degen- 
eration, which  lie  in  the  meshes  of  reticular  connective  tissue  and  in  and 
along  the  walls  of  the  blood-vessels.  There  may  also  be  absorption  of 
the  fat,  and  sometimes  enlargement  of  the  marrow  cavity  from  absorp- 
tion of  the  bone.  These  alterations  seem  to  be  primarily  due  to  an 
hyperplasia  of  the  marrow  cells.  The  new  cells  which  accumulate  in  the 
marrow  under  these  conditions  are  of  various  forms.  Most  characteristic 
are  colorless,  spheroidal  cells  which  considerably  resemble  the   large 
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lymphocytes  of  normal  blood  (see  page  346).  But  they  are  usually  larger, 
though  varying  much  in  size,  have  one  large,  often  vesicular  nucleus 
staining  less  strongly  than  the  lymphocyte  nuclei,  while  the  protoplasm 
usually  contains  neutrophile  granules.  These  cells  are  called  myelocytes 
(page  350).  In  addition  to  these  the  marrow  may  contain,  mingled  with 
its  usual  elements,  nucleated  red  blood  cells,  spheroidal  cells  containing 
red  blood  ceils,  and  not  infrequently  considerable  numbers  of  small 
octahedral  crystals  (called  Charcot's  crystals).  • 

The  degree  to  which  this  accumulation  of  cells  occurs  varies  much  in 
different  cases,  and  the  gross  appearances  of  the  marrow  are  consequently 
very  diverse.  In  some  cases  the  marrow  is  soft  and  has  a  uniform  red 
appearance,  or  it  is  variously  mottled  with  gray  and  red.  Occasionally 
circumscribed  haemorrhages  are  seen.  In  another  class  of  cases,  in  which 
the  cell  accumulation  is  more  excessive,  the  marrow  may  be  gray, 
grayish -yellow,  or  puriform  in  appearance. 

These  changes  may  occur  in  the  central  marrow  cavity,  as  well  as  in 
the  marrow  spaces  of  the  spongy  bone.  They  may  be  present  in  several 
or  many  of  the  bones.  They  are  usually  accompanied  by  analogous 
changes  in  the  spleen  and  lymph-nodes. 

In  certain  cases  of  acute  and  chronic  anosmia,  particularly  in  the  perni- 
cious and  progressive  varieties,  the  marrow,  especially  of  the  larger  long 
bones,  may  lose  its  yellow  color  from  absorption  of  the  fat,  and  become 
red.  Microscopical  examination  of  the  marrow  under  these  conditions 
may  show  myelocytes  and  sometimes  an  abundance  of  developing  nucle- 
ated red  blood  cells  and  Charcot's  crystals. 

In  many  of  the  acute  infectious  diseases,  typhus  and  typhoid  fever, 
ulcerative  endocarditis,  recurrent  fever,  etc.,  the  bone  marrow  has  been 
found  hyperaMiiic,  and  may,  it  is  asserted  by  Ehrlich,  contain  myelocytes 
in  increased  numbers. 

All  these  lesions  of  the  marrow,  although  our  knowledge  of  them 
is  still  very  incomplete,  together  with  what  is  known  of  the  physiological 
functions  of  the  marrow,  point  to  a  close  relationship  between  the  mar- 
row and  the  spleen  and  lymph-nodes  as  blood -producing  organs. 

TUMORS. 

Tumors  of  the  bone  may  involve  either  the  periosteum,  or  the  com- 
pact bone,  or  the  medulla;  or,  as  is  more  frequently  the  case,  two  or 
more  of  these  structures  may  be  involved  at  once.  Tumors  of  the  bone 
are  usually  accompanied  by  various  secondary  and  sometimes  very  marked 
alterations  of  the  bone  tissue,  osteoporosis,  osteosclerosis,  ossifying  peri- 
ostitis, etc.  The  new  growths  are  very  apt  to  undergo  calcification  and 
ossification. 

Fibromata  may  grow  from  either  the  periosteum  or  the  medulla. 
Their  most  common  seat  is  in  the  periosteum  of  the  bones  of  the  head  and 
face.  They  are  apt  to  form  polypoid  tumors  projecting  into  the  posterior 
nares.  pharynx,  mouth,  and  antrum  of  llighmore.     Central  fibromata, 
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i.e.,  those  growing  from  the  medulla,  are  rare.  They  usually  occur  in 
the  lower  jaw,  but  have  been  found  in  the  ends  of  the  long  bones,  the 
phalanges  of  the  fingers,  and  the  vertebrae.  The  fibromata  may  calcify 
or  ossify,  contain  cysts,  and  not  infrequently  occur  in  combination  with 
sarcoma. 

Myxomata  are  of  occasional  occurrence  in  bone. 

Osteomata. — New  formations  of  bone  as  a  result  of  inflammatory  proc- 
esses are,  as  we  have  already  seen,  of  frequent  occurrence  in  bone,  and 
although  not,  strictly  speaking,  tumors,  some  of  their  forms  are  very 
closely  allied  to  them,  and  they  may  therefore  be  conveniently  mentioned 
here.  Xew  growths  of  bone  which  arise  from  the  surfaces  are  called 
exostoses  (see  Fig.  395)  or  enostoses,  according  to  their  origin  from  the 
external  surface  or  from  the  interior  of  the  bone.  They  may  contain  all 
the  constituents  of  normal  bone:  bone,  medulla,  vessels,  periosteum,  and 
cartilage.  The  new  bone  may  be  compact  and  like  ivory,  or  spongy,  or 
contain  large  cavities  filled  with  marrow. 

The  shape  of  exostoses  varies  greatly ;  they  may  be  in  the  form  of 
sharp,  narrow  spicula  and  processes,  and,  occurring  in  connection  with 
periostitis,  are  called  osteophytes.  They  may  be  polypoid  in  shape,  or 
form  rounded  tumors  with  a  broad  base.  They  may  form  a  general 
enlargement  of  the  bone  with  much  roughening  of  the  surface ;  this  con- 
dition is  often  called  hyperostosis. 

The  bone  beneath  these  new  growths  may  be  normal,  or  sclerosed,  or 
rarefied,  or  the  medullary  cavity  of  the  bone  may  communicate  with  that 
of  the  exostosis.  Exostoses  are  usually  developed  from  the  periosteum, 
sometimes  in  the  insertion  of  tendons  and  ligaments.  They  are  very 
frequently  multiple,  and  may  occur  at  all  ages,  even  during  uterine  life. 

Enostoses  are  developed  in  the  interior  of  bones  from  the  medulla. 
They  may  increase  in  size,  with  absorption  of  the  surrounding  bone,  until 
they  project  from  the  surface  like  exostoses.  Their  most  frequent  situa- 
tion is  in  the  bones  of  the  cranium  and  face. 

Chondromata. — These  tumors  may  be  single  or  multiple,  and  most  fre- 
quently grow  from  the  interior  of  the  bone,  but  sometimes  from  the 
periosteum.  They  are  prone  to  form  various  combinations  with  other 
forms  of  tumors,  as  fiboma,  myxoma,  sarcoma,  etc.  They  are  frequently 
congenital,  and  are  most  common  in  young  people.  They  occur  most 
frequently  in  the  bones  of  the  hand  and  foot. 

There  is  a  form  of  chondroma,  called  osteoid  chondroma,  wrhich  develops 
l>eneath  the  periosteum,  most  frequently  in  the  femur  and  tibia  near  the 
knee  joint,  forming  a  club-shaped  enlargement  of  the  bone.  The  char- 
acteristic of  the  tissue  composing  these  tumors  is  that  it  resembles  some- 
what the  immature  bone  tissue  which  is  seen  beneath  the  periosteum 
in  developing  bone.  It  differs  from  cartilage  in  the  irregular  shape  of 
its  cells,  in  the  fibrillation  and  density  of  the  basement  substance,  and  in 
its  general  vascularity.  On  the  other  hand,  it  has  not  the  inorganic  con- 
tents or  appearance  of  true  bone.  It  resembles  considerably  the  callous 
tissue  forming  about  fractures  of  the  bones.     It  may,  however,  and  most 
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frequently  does,  become  converted,  in  some  parts  of  the  tumor,  into  trne 
bone.  On  the  other  hand,  combinations  with  sarcomatous  tissue  are  of 
frequent  occurrence  (see  below). 

Sarcoma  is  especially  common  in  the  bones.  It  grows  from  the  inner 
layers  of  the  periosteum  or  from  the  medulla,  so  that  we  may  distinguish 
a  periosteal  and  a  myelogenic  sarcoma.  Sometimes  the  tumor  involves  the 
bone  itself  so  early  that  it  is  impossible  to  say  whether  the  tumor  liegan 
in  Hie  periosteum  or  in  the  medulla.  There  is  also  a  variety  which  grows 
close  to  the  outside  of  the  periosteum  and  lieconies  connected  with  it — 
paroxteal  sarcoma. 

The  periosteal  sarcomata  usually  belong  to  the  varieties  fibro-,  myxo-, 
chondro-,  and  osteosarcoma,  more  rarely  to  the  medullary  variety. 
They  commence  in  the  inner  layers  of  the  periosteum,  pushing  this  mem- 
brane outward.     After  a  time  the  periosteum  is  involved  and  the  tumor 


invades  the  surrounding  soft  parts.  The  bone  lieneath  may  remain  nor- 
mal, or  may  l>e  e roiled  and  gradually  disappear  until  the  tumor  is  con- 
tinuous with  the  medulla.  Portions  of  the  tumor  may  be  calcified,  or  a 
growth  of  new  bone  may  accompany  its  growth.  The  new  bone  usually 
lakes  the  form  of  plates,  or  spicula,  radiating  outward  (Fig.  402).  The 
minute  struclure  of  these  tumors  is  very  variable.  The  simplest — the 
(ihro-surt'omatn — are  composed  of  fusiform,  round,  stellate,  and  some- 
times giant  cells  (niyeloplaxes),  in  varying  proportions,  packed  closely 
in  a  fibrous  stroma.  In  the  medullary  form  the  stroma  is  diminished 
(o  a  mi  n  in  urn  i  and  the  round  cells  are  most  numerous.  In  the  chondro- 
and  niyxn -sarcoma  the  basement  substance  may  !>e  hyaline  or  mucous, 
and  the  cells  follow  the  type  of  cartilage  anil  mucous  tissue  more  or  less 
closely.  Then1  is  a  mixed  form  of  tumor,  called  osteoid  sarcoma,  which 
is  very  apt  to  spread  anil  to  form  metastases.  The  growth  consists  in 
part  of  tissue  corresponding  lu  Hiiro  -sarcoma  and  round  celled  sarcoma. 
In  addition  to  this  there  occurs,  in  greater  or  less  quantity,  immature 
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bone  tissue,  called  osteoid  tissue,  which  may  in  part  become  calcified,  the 
calcification  usually  occurring  in  the  central  portions,  leaving  a  softer 
peripheral  zone.  This  form  of  tumor  is  most  apt  to  occur  at  the  ends  of 
the  long  bones,  and  may  form  tumors  of  large  size.  It  is  often  called, 
on  account  of  its  tendency  to  extend  and  to  fomi  metastases,  malignant 
osteoma  or  oftteoid  cancer.  Angiosarcomata  are  of  frequent  occurrence  in 
bone. 

Sarcomata  may  originate  in  the  medulla — myelogenic* — and  may  grow 
rapidly.  The  bone  surrounding  them  is  destroyed  and  they  project  jus 
rounded  tumors.  Most  frequently  new  bone  is  formed  beneath  the  peri- 
osteum, so  that  the  tumor  is  enclosed  in  a  thin,  bony  shell ;  sometimes 
there  are  also  plates  of  bone  in  the  tumor ;  sometimes  the  periosteum  is 
unaltered ;  sometimes  it  is  perforated  and  the  tumor  invades  the  sur- 
rounding soft  parts.  The  tumors  are  frequently  very  soft,  vascular,  and 
hemorrhagic  in  parts,  or  may  enclose  cysts  filled  with  tumor  detritus 
and  blood.  They  are  usually  of  the  spindle  or  round  celled  variety,  and 
not  infrequently  contain  giant  cells. 

Sarcomata  may  originate  in  the  outer  layers  of  the  periosteum 
— ]wroHteal  They  may  be  as  firmly  connected  with  the  bone  as  is 
the  periosteal  form.  The  periosteum  may  remain  intact  between  the 
tumor  and  the  bone,  or  it  may  disappear  and  leave  them  in  apposition. 
Endothelioma  of  bone  is  not  uncommon. 

Angioma. — A  very  large  number  of  the  tumors  which  have  been 
described  under  this  name  are  really  very  vascular  sarcomata.  Caver- 
nous angiomata  may  form  between  the  periosteum  and  bone  and  inti- 
mately connected  with  the  latter.  There  are  several  cases  described  of 
cavities  filled  with  blood  in  the  interior  of  bones,  which  it  is  difficult  to 
interpret.  They  have  mostly  been  found  in  the  head  of  the  tibia.  They 
are  said  to  have  consisted  of  single  sacs  composed  of  thickened 
periosteum,  lined  with  plates  of  bone,  and  filled  with  fluid  and  clotted 
blood.  No  large  vessels  communicated  with  the  sacs,  but  their  walls 
were  covered  with  a  rich  vascular  plexus,  branches  of  which  opened  into 
the  cavity  of  the  sac. 

Carcinoma. — Primary  carcinoma  is  of  doubtful  occurrence  in  the 
bones.  Mast  of  the  structures  thus  named  have  doubtless  been  sar- 
comata or  endotheliomata.  Secondary  carcinoma,  on  the  other  hand, 
as  a  result  of  metastases  or  local  extension,  is  not  infrequent.  Metas- 
tatic carcinomata  may  occur  in  the  bones  of  various  parts  of  the  body 
at  the  same  time,  and  are  most  apt  to  be  secondary  to  carcinoma  of  the 
mamma. 

Cysts. — These  most  frequently  occur  in  the  maxillary  bones,  doubtless 
in  connection  with  the  teeth.     They  may  be  unilocular  or  inultilocular, 
and  contain  clear  serum  or  a  mucous  or  brown  fluid,  and  sometimes  cho 
lesterin.    They  may  be  lined  with  epithelium.    They  begin  in  the  interior 
of  the  bone,  and,  as  they  increase  in  size,  expand  it  until  they  may  be 

'See  Wright,  "Multiple  Myeloma."  Trans.  Assn.  Am.  Phys..vol.  x\\.  p.  137,  1900; 
also  Winkler,  Virchow's  Arch.,  Bd.  elxi.,  pp.  252,  50S,  1900. 
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covered  with  only  a  thin  shell  of  bone.     They  may  reach  a  large  size, 
even  as  large  as  a  child's  head. 

Dermoid  Cynta  are  occasionally  found  in  connection  with  the  bones, 
particularly  of  the  skull.1 

The  Joints. 

4 

For  a  description  of  the  dislocations,  misplacements,  and  injuries  of 
the  joints  we  refer  to  works  on  surgery. 

DEGENERATION. 

Fatty  degeneration  of  the  cartilage  cells,  mucous  degeneration,  and 
fibrillation  of  the  stroma  with  softening,  and  often  roughening,  of  the 
joint  surfaces,  calcification  and  amyloid  degeneration,  may  occur  in 
inflammation,  or  as  a  senile  alteration,  or  under  other  conditions.  The 
cartilage  is  usually,  under  these  conditions,  whiter  and  more  opaque  than 
normal. 

INFLAMMATION.    (Arthritis.) 

Exudative  Arthritis. — The  earlier  stages  of  acute  inflammation  of  the 
synovial  membranes  are  better  known  from  experiments  on  animals  than 
from  post-mortem  examinations.  The  first  changes  are  swelling  and 
congestion  of  the  membrane,  with  increased  growth  and  desquamation  of 
the  lining  cells,  and  infiltration  of  the  membrane  with  lymphoid  cells* 
These  conditions  are  soon  followed  by  an  exudation. 

In  Serous  Arthritis  the  accumulation  of  serum  within  the  synovial  sac 
is  the  most  prominent  lesion.  The  disease  may  terminate  in  recovery,  or 
become  chronic,  or  pass  into  the  suppurative  form.  It  may  be  incited 
by  eontnsions,  penetrating  wounds,  gonorrhoea,  rheumatism,  or  it  may 
occur  without  evident  cause. 

Sero-fibrinous  Arthritis  may  occur  under  the  same  conditions  as  those 
which  lead  to  simple  serous  inflammation.  The  fibrin  may  be  present 
largely  as  flocculi  in  the  serum,  or  it  may  form  false  membranes  over  the 
surfaces  of  the  joint. 

Suppurative  Arthritis  may  follow  or  be  associated  with  the  above  forms 
of  inflammation.  The  synovial  membrane  is  thickened  and  cloudy,  and 
there  may  be  but  a  moderate  amount  of  pus  in  the  joint,  and  a  slight 
degree  of  infiltration  of  the  synovial  membrane  with  pus  cells.  Under 
these  conditions  resolution  may  occur. 

in  other  cases  the  accumulation  of  pus  in  the  cavity  may  be  great, 
the  synovial  membrane  and  its  surrounding  tissue  densely  infiltrated 
witli  pus  cells.  Under  these  conditions  granulation  tissue  is  apt  to 
form  and  the  cartilages  of  the  joints  are  apt  to  become  involved. 
There  are  swelling  and   proliferation  or  degeneration  of  the  cartilage 

1  For  a  rt'sr.im'  and  bibliography  of  the  pathology  of  bone  see  Sehmidt  in  Lubarsch 
ami  (Mertair's  "  Erjrebnisse,"  Jalirjr.  iv.  for  1897.  p.  531;  also  Jalirg.  v.  for  18U8.  p.  N&5. 
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cells;  the  basement  substance  becomes  disintegrated,  ulcerates,  and 
exposes  the  bone,  in  which  osteitis,  caries,  rarefaction,  etc.,  may  occur. 
The  new-formed  granulation  tissue  may  penetrate  the  cartilage,  absorb- 
ing the  basement  substance,  and  by  metaplasia  the  cartilage  tissue  may  be 
converted  into  embryonal  or  granulation  tissue.  The  pus  may  break 
through  the  capsule  of  the  joint  and  form  large  abscesses  in  the  adjacent 
soft  parts.  Sometimes  the  inflammation  is  not  only  suppurative  but  gan- 
grenous, and  runs  a  rapidly  fatal  course.  The  synovial  membrane,  artic- 
ular cartilages,  and  ends  of  the  bone  all  undergo  a  rapid  suppuration 
and  gangrene.  Acute  arthritis  may  be  incited  by  trauma,  or  it  may 
be  associated  with  pyaemia,  smallpox,  measles,  scarlet  fever,  pneumonia, ' 
gonorrhoea,"  diphtheria,  mumps,  typhus  fever,  glanders,  the  puerperal 
condition,  or  other  infectious  diseases.  In  these  cases  the  process  is  apt 
to  be  suppurative,  and  is  induced  by  various  forms  of  bacteria. 

Chronic  Arthritis  may  begin  as  such,  or  it  may  be  the  result  of  previous 
acute  inflammation.  There  is  an  increase  of  fluid  in  the  joint.  This 
fluid  is  thin  and  serous,  or  is  thickened  with  flocculi  of  fibrin  and  epi- 
thelial and  lymphoid  cells,  or  is  thick,  syrupy,  or  even  gelatinous.  The 
synovial  membrane  is  at  first  congested,  its  tufts  are  prominent.  Later  it 
becomes  thickened,  sclerosed,  and  anaemic ;  the  epithelium  is  destroyed, 
and  the  tufts  become  large  and  projecting.  From  the  distention  of  the 
capsule  there  may  be  subluxations  or  luxuations  of  the  joint,  or  the  cap- 
sule may  be  ruptured.. 

Rheumatic  Arthritis. — An  acute  inflammation,  usually  exudative  in 
character  and  involving  one  joint  after  another,  is  characteristic  of  acute 
articular  rheumatism.     The  exudate  is  usually  serous. 

A  chronic  form  of  so-called  rheumatic  arthritis  is  most  common  in 
elderly  persons,  usually  affecting  several  joints  and  advancing  slowly  and 
steadily.  There  is  a  fibrous  thickening  of  the  synovial  membrane  and 
the  adjacent  tissue.  Fluid  accumulations  are  not  common.  The  artic- 
ular cartilages  are  apt  to  degenerate  or  ossify,  or  become  softened  and 
fibrillated,  and  they  may  disappear.  The  contracting  synovial  mem- 
branes and  fibrous  tissue  render  the  joints  stiff  and  may  cause  consider- 
able deformity.  Not  infrequently  fibrous  and  bony  ankyloses  are  formed 
between  the  ends  of  the  bones. 

Arthritis  deformans. — This  name  has  been  applied  to  a  variety  of 
chronic  inflammation  of  the  joints  which,  combined  with  degeneration  of 
parts  of  the  joint  and  the  new  formation  of  bone,  may  result  in  marked 
deformities  of  the  part. 

It  usually  occurs  in  elderly  persons  aud  is  apt  to  involve  several 
joints,  most  frequently  the  hip,  knee,  fingers,  and  feet.  It  may  be  idio- 
pathic, or  due  to  rheumatism  or  to  injuries,  or  follow  an  acute  arthritis. 
The  eapsules  of  the  affected  joints  are  thickened  and  sclerosed.  The 
synovial  fluid  is  at  first  increased  in  quantity ;  later,  diminished  and 
thickened.     The  tufts  of  the  synovial  membrane  become  much  enlarged 

'  For  bibliography  of  pneumococcic  arthritis,  see  C«ce,  Lancet,  1901,  vol.  i.,  p.  82. 
*  See  bibliography,  p.  194. 
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and  vascular ;  they  may  be  converted  into  cartilage.  Sometimes  the  cap- 
sule becomes  ossified.  The  new  bone  grows  from  the  edge  of  the  carti- 
lage within  the  capsule  and  its  articular  surface  is  covered  with  cartilage. 
The  articular  cartilages  are  much  changed.  The  basement  substance 
splits  into  tufts,  while  the  cartilage  cells  are  increased  in  number.  Or 
the  basement  substance  becomes  fibrous ;  or  it  is  split  into  lamellae  and 
the  cartilage  cells  are  multiplied ;  or  there  are  fatty  degeneration  and 
atrophy. 

As  a  result  of  these  changes,  larger  or  smaller  portions  of  the  cartilage 
are  destroyed  and  the  bone  beneath  is  laid  bare.  The  exposed  bone  may 
become  compact  and  of  an  ivory  smoothness.  The  ends  of  the  bones  are 
much  deformed.  They  are  flattened  and  made  broader  by  irregular  new 
growths  of  bone,  while  at  the  same  time  they  atrophy.  The  new  growth 
of  bone  starts  from  the  articular  cartilages.  The  cartilage  cells  increase 
in  number  and  the  basement  substance  grows  in  quantity.  This  growth 
is  most  excessive  at  the  edge  of  the  cartilage,  so  that  a  projecting  rim  is 
formed  there.  This  projecting  rim  may  ossify  next  the  bone,  and  at  the 
same  time  new  cartilage  may  form  on  its  surface,  so  that  we  may  find 
large  masses  of  bone  covered  with  cartilage.  All  these  changes  occur  in 
various  combinations  and  sequences,  so  that  joints  in  this  condition  pre- 
sent the  greatest  variety  of  appearances. 

Arthritis  Uritica  (Gouty  Arthritis). — This  lesion  is  characterized  by  the 
deposit  of  salts  of  uric  acid  in  the  cartilages,  bones,  and  ligaments,  aud 
also  in  the  cavities  of  joints.  The  deposits  may  be  in  the  form  of  stellate 
masses  of  acicular  ersytals  in  and  about  the  cartilage  cells  or  in  the  base- 
ment substance ;  or  they  may  be  deposited  in  the  fibrillar  connective- 
tissue  struct  ures  of  the  joint  in  single  crystals,  or  in  the  subcutaneous 
tissue  about  the  joint  as  white  concretions.  The  deposits  may  occur  in 
repeated  attacks  of  the  disease,  and  are  accompanied  by  acute  inflam- 
matory changes.  They  may  lead  to  various  forms  of  chronic  inflamma- 
tion of  the  joints. 

Tuberculous  Arthritis. — This  process  may  commence  in  the  joint  itself, 
or  may  extend  to  it  from  adjacent  bone.  It  is  characterized  by  the  for- 
mation of  tul>erclc  tissue  and  granulation  tissue,  sometimes  in  great  quan- 
tity, and  is  usually  associated  with  secondary  inflammatory  and  degener- 
ative changes  of  surrounding  parts.  According  to  the  prominence  of 
one  or  other  of  these  secondary  alterations,  several  forms  of  tuberculous 
arthritis  may  be  distinguished.  If  there  is  ail  excessive  growth  of  gran- 
ulation tissue  without  much  suppuration,  this  constitutes  a  fungous  form. 
Sometimes  there  is  extensive  suppuration,  so  that  the  cavity  of  the  joint 
may  be  filled  with  pus,  which  may  l>e  discharged  through  openings  in 
the  skin ;  or  there  may  l>e  more  or  less  extensive  formation  of  abscesses, 
or  infiltration  of  the  soft  parts  about  the  joint  with  pus.  In  other  cases 
there  is  disintegration  of  the  new-formed  t ul>e re ulous  tissue  and  of  the 
tissues  of  the  joint — ill  mat  ire  form.  The  cartilage  basement  substance 
may  become  split  into  fragments  and  the  cells  degenerate,  and  thus  deep 
and  destructive  ulcers  of  the  cartilage  may  l>e  formed.     Or  the  new  tissue 
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may  work  its  way  through  the  cartilage  into  the  bone  beneath,  by  absorp- 
tion of  the  basement  substance  of  the  cartilage,  with  or  without  prolifer- 
ation of  its  cells.  Caries  and  necrosis  of  the  underlying  bone  may  lead 
to  extensive  destruction.  Hand-in-hand  with  these  alterations  subperi- 
osteal new  formation  of  bone  may  occur,  or  sclerosis  of  the  adjacent 
bone  tissue.  There  may  also  be  a  great  increase  of  fibrous  tissue  about 
the  joint. 

This  disease  is  most  common  in  children  and  young  persons.  The 
so-called  scrofulous  diathesis  is  said  to  foster  it,  but  local  injuries  are 
frequently  the  predisposing  factors.  It  is  most  common  in  the  large 
joints.  It  may  occur  in  connection  with  tuberculous  inflammation  in  other 
parts  of  the  body,  but  it  is  frequently  quite  local,  and  may  remain  so 
for  a  very  long  time  or  permanently,  since  general  infection  from  tuber- 
culous arthritis  is  comparatively  infrequent. 

The  process  is  usually  slow,  and  may  end  in  death.  If  recovery  takes 
place  before  the  cartilages  and  bones  are  involved,  the  joint  is  preserved; 
but  it  may  be  stiffened,  or  even  immovable,  from  the  contraction  of  the 
new  fibrous  tissue  around  it.  If  the  cartilages  and  bones  are  diseased 
the  joint  is  destroyed,  and  either  bony  or  fibrous  ankylosis  results. 
Sometimes,  from  the  change  in  the  articulating  surfaces  and  the  contrac- 
tion of  the  muscles  and  the  new  fibrous  tissue,  partial  or  complete  dis- 
locations are  produced. 

Occasionally  miliary  tubercles  occur  in  the  synovial  membranes  in 
cases  of  general  miliary  tuberculosis,  with  but  little  accompanying  simple 
inflammatory  change. 

TUMORS. 

Secondary  tumors  of  the  joints  as  a  result  of  local  extension  from  the 
adjacent  parts  are  not  uncommon,  and  the  tumors  may  be  of  various 
kinds.  Primary  tumors  of  the  joints,  on  the  contrary,  are  not  very 
common. 

Lipoma. — A  new  growth  of  fat  tissue  may  begin  in  the  other  portions 
of  the  synovial  membrane,  push  this  inward,  and  project  into  the  joint 
in  a  mass  of  tufts — lipoma  arborescens. 

Fibroma  occurs  as  an  hypertrophy  of  the  little  tufts  and  fringes  of  the 
synovial  membrane.  In  this  way  large  polypoid  and  dendritic  bodies 
are  formed.  The  pedicles  of  these  growths  may  atrophy  and  even  dis- 
appear, so  that  the  growths  are  left  free  in  the  cavities  of  the  joints. 

Corpora  aliena  Articulorum  (Loose  Cartilages  in  the  Joints). — This  name 
is  given  to  bodies,  of  various  structure  and  origin,  which  are  found  free 
or  attached  by  slender  pedicles  in  the  cavities  of  the  joints.  They  are 
most  frequently  found  in  the  knee;  next  in  order  of  frequency  in  the 
elbow,  hip,  ankle,  shoulder,  and  maxillary  joints.  They  may  be  single 
or  in  hundreds.  Their  size  varies  from  that  of  a  pin's  head  to  that  of 
the  patella.  They  are  polypoid,  rounded,  egg-shaped,  or  almond- 
shaped  ;  their  surface  is  smooth  or  faceted,  or  rough  and  mulberry-like. 
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They  are  composed  of  fibrous  tissue,  cartilage,  and  bone  in  various  pro- 
portions. 

These  bodies  are  formed  by  hyperplasia  of  the  synovial  tufts  aud 
the  production  in  them  of  cartilage  and  bone. 

More  frequently  the  small  plates  of  cartilage  form  on  the  inner  surface 
of  the  synovial  membrane,  which  increase  in  size  while  their  outer  layers 
ossify.  These  may  remain  fixed  in  the  synovial  membrane ;  or  they  pro- 
ject and  become  detached  from  it,  and  they  then  appear  as  flattened, 
concave  bodies  composed  of  bone  covered  with  cartilage  on  one  side. 

On  the  other  hand,  cartilage  and  bone  may  form  outside  the  synovial 
membrane  from  the  periosteum  or  the  edges  of  the  articular  cartilages, 
and  pushing  inward,  may  later  become  detached. 

Rarely  portions  of  the  articular  cartilages  may  be  detached  by  vio- 
lence or  disease ;  or  fibrinous  and  other  concretions  may  form  in  arthri- 
tis, or  under  conditions  which  we  do  not  understand. 


CHAPTER   XIII. 

VOLUNTARY  MUSCLE. 

NECROSIS. 

Necrosis  of  muscle  may  be  the  local  result  of  mechanical  or  chemical 
injury ;  it  occurs  in  inflammatory  foci,  and  may  follow  serious  local  dis- 
turbances of  the  circulation,  as  from  pressure  by  tumors  or  cicatrices,  etc. 
The  muscle  fibres  may  gradually  lose  their  striations,  become  granular  and 
disintegrate,  or  the  muscle  substance  may  become  homogeneous  and 
strongly  refractile  and  break  into  irregular  masses.  Necrotic  muscle 
fibres  are  finally  removed  by  the  direct  action  of  phagocytes  or  after 
various  transformations  leading  to  solution. 

ATROPHY  AND  HYPERTROPHY. 

Simple  Atrophy. — This  may  occur  in  old  age,  in  prolonged  exhausting 
diseases,  or  as  a  result  of  pressure  from  a  foreign  body,  tumors,  etc. 
The  muscle  fibres  grow  narrower,  the  degree  of  narrowing  frequently 
varying  considerably  in  different  parts.  They  usually  retain  the  stria- 
tions, but  these  may  be  obscured  by  degenerative  changes.  The  sarco- 
lemma  may  become  thickened,  and  there  may  l>e  a  considerable  increase 
in  connective  tissue  between  the  muscle  fibres  and  bundles.  Brown  pig- 
ment particles  may  accumulate  in  the  atrophied  fibres. 

Progressive  Muscular  Atrophy. — This  lesion  consists  essentially  in  a 
combination  of  simple  or  degenerative  atrophy  of  the  muscle  fibres  with 
chronic  interstitial  inflammation,  and  is  sometimes  associated  with  pro- 
liferative changes  in  the  muscle  nuclei.  In  the  earlier  stages  of  the  dis- 
ease the  muscles  may  be  pale  and  soft,  but  exhibit  otherwise  to  the  naked 
eye  but  little  alteration.  Gradually,  however,  the  inuscle  substance  be- 
comes replaced  by  connective  tissue,  so  that  in  marked  and  advanced 
cases  the  muscles  are  converted  into  fibrous  bands  or  cords,  whose  cica- 
tricial contraction  may  induce  great  deformities. 

Microscopical  examination  shows  in  the  early  stages  of  the  disease  a 
proliferation  of  cells  in  the  interstitial  tissue,  so  that  this  may  have  the 
appearance  of  granulation  or  embryonal  tissue ;  also  in  some  cases  marked 
proliferative  changes  in  the  muscle  nuclei  (Fig.  403),  leading  to  the 
formation  of  new  cells  which  may  more  or  less  replace  the  contractile 
substance  within  the  sarcolemma.  The  new  interstitial  tissue  increases 
in  quantity  and  grows  denser,  and  may  crowd  the  muscle  fibres  apart 
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(Fig.  404).  The  walls  of  the  blood  vessels  may  also  become  thickened. 
Hand- in-hand  with  these  interstitial  alterations  the  atrophy  of  the  niuscle 
fibres  proceeds.  These  may  simply  grow  narrower,  retaining  their  stria- 
tions;  or  they  may  split  up  into  longitudinal  fibrillte,  or  transversely 
into  discoid  masses,  and  in  this  condition  disappear.  In  other  cases  a 
certain  amount  of  fatty  or  hyaline  degeneration  may  be  present  These 
degenerative  and  proliferative  changes  do  not,  as  a  rule,  occur  uniformly 
in  the  affected  muscles,  but  some  parts  are  affected  earlier  and  more 
markedly  than  others.     The  atrophied  muscle  may  be  replaced  by  fat. 

Progressive  muscular  atrophy  is  apt  to  commence  in  the  small  muscles 
of  the  extremities,  iu  many  cases  in  the  muscles  of  the  ball  of  the  thumb. 
It  may  commence  in  the  muscles  of  the  shoulder,  the  arms,  or  the  back. 
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It  may  have  a  continuous  extension,  or  it  may  jump  single  muscles  or 
groups  of  muscles.  Death  may  be  induced  by  the  affection  of  the 
muscles  of  respiration  or  deglutition. 

The  causes  of  this  lesion  are  in  many  cases  unknown,  and  there  is 
considerable  lack  of  unanimity  of  opinion  as  to  whether  it  is  primarily  a 
disease  of  the  muscles  or  of  the  nervous  system.  In  a  considerable  pro- 
portion of  cases  the  muscle  lesion  is  associated  with  atrophy  of  the  gan- 
glion cells  in  the  anterior  cornua  of  the  spinal  cord  and  the  development 
of  connective  tissue  about  them.  In  other  cases  these  changes  in  the 
cord  may  apparently  lie  absent. 

It  is  sometimes  accompanied  by  atrophy  of  the  nerves  which  are  dis- 
tributed to  the  muscles,  and  atrophy  of  the  anterior  roots  has  been 
described. 

[i  is  prnl lable  that  then*  are  several  varieties  of  progressive  muscular 
atrophy,  which  our  present  knowledge  does  not  enable  us  clearly  to  dis- 
tinguish.     Muscular  atrophy  in  some  cases  follows  overstraining  of  groups 
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of  muscles,  or  injuries,  and  may  occur  as  one  of  the  sequel*  of  typhoid 
fever  and  diphtheria. 

Hypertrophy. — True  hypertrophy  of  muscle  as  a  pathological  condition 
is  rare,  but  it  hits  been  described  in  a  few  cases.  It  is  usually  confined 
to  circumscribed  groups  of  muscles.  On  microscopical  examination  the 
diameter  of  the  fibres  is  increased,  sometimes  considerably,  though  not 
uniformly.  The  transverse  striation  is  unaltered  and  the  muscle  nuclei 
arc  in  some  cases  enlarged.     The  cause  of  the  change  is  unknown. 

Atrophia  Musculorum  lipomatosa  (Pseudo-hypertrophy  of  the  Mnicles).— 
In  some  cases,  hand- in -hand  with  the  production  of  new  connective  tissue 
in  the  muscles  and  the  atrophy  of  the  muscle  fibres,  or  after  these  changes 


4  °rl 


MrstTLAH  atkopht  iSnleiis  mioi'le,  liMwene  arrtloD). 


have  made  considerable  progress,  there  occurs  a  development  of  fat 
tissue  between  the  fibres  (Fig.  405)  which  may  prevent  any  apparent 
diminution  in  the  size  of  the  muscles,  or  in  some  cases  may  even  give 
them  the  appearance  of  a  great  increase  in  size.  This  condition  is  of 
most  frequent  occurrence  in  children,  and  is  most  apt  to  apjieai'  in  the 
gastrociieiuii  muscles.  lu  the  upper  extremities  the  deltoid  and  triceps 
are  most  frequently  involved.  The  lesion  may  l>e  symmetrical,  affecting 
similar  muscles  on  both  sides  of  the  body,  or  it  may  lie  unilateral.  Parts 
of  muscle  bellies  may  be  affected. 

The  cause  of  this  form  of  atrophy  is  not  definitely  known.     Various 
lesions  of  the  spinal  cord  have  been  described  as  occurring  with  it ;  but, 
44 
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in  many  cases  at  least,  alterations  of  the  nervous  system  cauiiot  be 
detected.  The  writer  has  described  a  ease'  in  which  this  lesion  was 
marked  in  tliegastrocuemii  in  connection  with  multiple  false  neuromata. 

DEGENERATION. 

Albuminous  Degeneration  of  striated  muscle  occurs  as  a  mark  of  toxae- 
mia in  acute  infectious  diseases,  and  may  lead  to  fatty  degeneration. 


Fatty  Degeneration,  with  greater  or  less  destruction  of  the  muscles, 
may  commence  with  a  simple  swelling  and  fine  granulation  of  the  fibres. 
As  tin'  process  goes  on,  smaller  and  larger  fat  droplets  appear  in  the  con- 
Inn-tile  substance,  which  loses  its  st  rial  ions  and  Ivecnmes  friable,  and  may 
Ih-  entirely  destroyed,  leaving  within  the  snrcolcmma  a  mass  of  fatty 
detritus  which  may  Anally  be  absorbed  and  disnpjiear.  This  alteration 
may  occur  in  acute  parenchymatous  myositis  in  connection  with  various 
forms  of  atrophy,  in  prolonged  exhausting  diseases,  and  in  phosphorus 
poisoning. 

Hyaline  Degeneration. —1'nder  a  variety  of  conditions  the  muscle  fibres 
undergo  a  series  of  changes,  leading  to  their  conversion  into  a  trans 
lucent,  highly  ivfraclile  material,  somewhat  resembling  amyloid  but  not 
giving  its  micro -chemical  reactions,  ami  apparently  more  nearly  allied  to 
hyaline  material.  The  lesion  in  the  muscle  which  we  a  re  considering  is 
often  called  mi.rii  i>i'!l'>"'<'",'"'»-  from  the  ]>ccu1iiir  appearance  which  the 
museles  present.  When  the  lesion  is  far  advanced  and  extensive  Hit* 
muscles  are  brittle  and  have  a  grayish -yellow,  translucent  appearance. 
Microseopieal  examination  of  various  stages  of  hyaline  degeneration  of 
miisile  shows  thai  the  contract  ik*  substance  of  the  fibres  becomes  at  first 
swollen  and  granular,  and  gradually  convened  into  hyaline  material  which 
may  present    the  outlines  of  the  swollen  fibres,  but  is  more  frequently 

I'l—I-I,,..  .Itm-rii-iill  .Ttiunisi]  ef  Mtiliuil  Sricuci-s,  July.  lSSO.  p.  131. 
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broken  into  larger  and  smaller  shapeless  clumps  (Fig.  406),  which  may 
disintegrate  and  finally  be  absorbed.  Hand-in -hand  with  these  changes 
there  usually  occurs  an  increase  in  the  interfibrillar  connective  tissue, 
and  in  certain  eases  there  may  be  a  proliferation  of  the  muscle  nuclei 
and  a  new  formation  of  variously  shaped  cells  within  the  sarcolemma 
which  leads  to  the  regeneration  of  the  fibres.  As  a  result  of  the  brittle- 
ness  <)f  the  degenerated  muscles  they  are  apt  to  rupture,  and  in  this  way 
lueinorrhagc  may  occur. 

This  form  of  degeneration  may  occur  in  progressive  muscular  atrophy, 
in  various  infectious  diseases,  in  trichinosis,  with  local  inflammation, 
injuries,  freezing,  etc.  It  is,  however,  most  marked  and  frequent  in 
typhoid  fever.  In  this  disease  the  rectus  abdominis  and  the  abductors 
of  the  thigh  are  most  frequently  affected. 

Kx|M'ii mental  investigations  have  shown  that,  under  certain  condi- 
tions, very  similar  appearances  may  be  produced  in  the  muscles  by  post- 
mortem changes.  Various  changes — some  of  them  necrotic — are  at  pres- 
ent included  under  the  name  hyaline  degeneration  of  the  muscles. 

True  amyloid  degeneration  is  rare. 

Ilurn  has  described  a  peculiar  degeneration  with  atrophy  of  the  stri- 
ated muscle  of  the  uvula,  in  which  a  series  of  bleb-like  structures  form 
along  the  fibres,  which  they  may  finally  replace.' 

Calcification  of  muscle  is  of  rare  occurrence. 

Serous  or  Hydropic  Infiltration  of  muscle  fibres  occurs  under  various 
conditions  in  association  with  other  lesions.     Larger  and  smaller  spaces 


filled  with  clear  fluid  are  present  between  the  fibres  and  often  over  small 
areas  largely  replacing  them.  Such  fluid-filled  spaces  are  often  called 
vacuoles. 


INJURIES,    HEMORRHAGE,    AND   INFARCTION. 

Wounds  and  Rupture. — When  the  muscle  fibres  are  severed  by  wounds 
or  rupture  there  is  more  or  less  degeneration  of  the  divided  fibres,  and 
the  wound  may  heal  by  the  production  of  granulation  tissue,  which  grad- 
ually becomes  converted  into  cicatricial  tissue,  thus  binding  the  severed 
parts  together.  In  some  cases  there  is  a  moderate  new  formation  of 
1  Iloen,  Jour.  Exp.  Med.,  vol.  iii.,  p.  549,  1805. 
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muscle  fibres  (see  page  100).  When  the  wound  does  not  gape,  so  that 
the  severed  ends  are  not  much  separated,  there  may  be,  it  would  seem, 
a  direct  re -establishment  of  muscular  continuity  by  new  development 
of  muscle,  without  the  formation  of  much  new  connective  tissue. 

Haemorrhage. — This  may  occur  sis  a  result  of  mechanical  injury;  from 
rupture  of  the  fibres  by  convulsive  contraction,  as  in  tetanus;  or  it  may 
occur  when  the  muscle  fibres  are  degenerated,  as  in  typhoid  fever ;  or  in 
connection  with  certain  general  diseases,  as  scurvy,  purpura,  hemor- 
rhagic diathesis,  septicaemia,  etc.     The  blood  is  usually  readily  absorbed. 

Embolic  Infarction  of  Muscles  in  connection  with  heart  disease  ha*  been 
described  in  a  few  cases,  but  it  is  rare. 


INFLAMMATION.     (Myositis. ) 

Suppurative  Myositis. — In  the  early  stages  of  this  lesion  the  muscle  is 
hypenemic  and  (edematous,  and  the  interstitial  tissue  more  or  less  infil- 
trated with  small  spheroidal  cells.  If  the  inflammation  becomes  intense 
then*  may  be  an  excessive  accumulation  of  pus  cells,  either  diffusely  in 
the  interstitial  tissue  or  in  larger  and  smaller  masses.  Hand  in-hand 
with  this  cell  accumulation  occur  degenerative  changes  in  the  muscle 
fibres.  IJy  pressure  their  nutrition  is  interfered  with  and  they  undergo 
granular,  fatty,  or  hyaline  degeneration  and  necrosis.  They  may  com- 
pletely disintegrate;  or  gangrene  may  occur,  so  that  larger  and  smaller 
masses  of  the  infiltrated  muscle  tissue  liccome  soft,  foul -smelling,  and 
converted  into  a  mass  of  detritus  in  which  but  little  muscle  structure  can 
be  detected  and  which  is  intermingled  with  bacteria.  In  other  cases 
there  may  be  larger  and  smaller  abscesses  formed  in  the  muscle,  the 
muscle  tissue  itself  degenerating  and  disintegrating  and  mixing  with  the 
contents  of  the  abscess,  or  being  pressed  aside  and  undergoing  atrophy 
and  degeneration.  In  some  cases,  when  the  formation  of  pus  is  moderate 
in  amount,  there  may  be  restoration  by  formation  of  granulation  tissue 
between  the  muscle  fibres.  This  becomes  gradually  dense  and  firm,  and 
leads  to  more  or  less  atrophy  of  the  muscle  fibres  by  pressure. 

Acute  suppurative  myositis  may  accompany  wounds;  it  is  very  com- 
mon in  acute  phlegmonous  inflammations  of  the  skin  and  subcutaneous 
tissue,  and  often  accompanies  acute  infectious  diseases,  such  as  pyjemia, 
erysipelas,  etc.  In  most  cases  the  "pyogenic"  cocci  are  present  in  the 
inflammatory  foci.  Suppuration  not  infrequently  occurs  in  the  muscles 
adjacent  to  the  inflamed  mucous  membranes  in  diphtheria. 

Chronic  Interstitial  Myositis.— In  this  lesion  there  is  a  new  formation 
of  connective  tissue  between  the  muscle  fibres  or  bundles  of  fibres.  This 
new  issue  is  sometimes  very  cellular,  resembling  granulation  issue,  and 
this  probably  represents  an  early  stage  of  the  disease.  In  other  cases 
(Fig.  107  )  dense  cicatricial  tissue  crowds  the  muscle  fibres  apart,  induc- 
ing atrophy  in  them,  and  sometimes  leading  to  their  complete  destruc- 
tion.    This  lesion,  the  analogue  of  chronic  interstitial  inflammation  of 
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the  internal  organs,  may  occur  in  muscles  which  are  adjacent  to  other 
parts  which  are  the  seat  of  chronic  inflammatory  pi-ocesses.  It  may 
occur  in  muscles  which  are  not  used.  The  new  formation  of  fibrous  tis- 
sue seems  in  some  cases  to  be  secondary  to  atrophy  of  the  muscle  fibres. 
In  this  case  it  would  more  appropriately  be  called  replacement  fibrous 
hyperplasia. 

Myositis  Ossificans. — Under  conditions  and  for  reasons  which  we  do 
not  understand,  there  occasionally  occurs,  usually  in  young  persons,  a 
new  formation  of  bone  in  the  interstitial  tissue  of  muscles,  aud  in  ten. 
dons,   ligaments,  fascia;,  and  aponeu- 
roses.     This    sometimes    apparently  "     — -i.        ---.«."  " 
starts  as  outgrowths  from  the  perios- 
teum, sometimes  not.     The  bone  for-            -~-_~^.      t^^C-c- 
mat  ions  are  apt  to  com  me  nee  about       ~-^^~=  ^~     " 
the  neck  and  back,  and  may  become       _-^,—r-t"*~?^  .i'SiJ— -  ^ 
very  widespread  over  the  body.     So 
far  as   the   muscles   are    concerned, 
there  is  usually  an  increase  of  con- 
nective tissue  between  the  fibres  and 
bundles,  in  which  new  bone  is  formed, 
usually  in  elongated  and  sometimes 
in  spieula-likc  masses.     The  muscle      Fin.  w.-c-HRnxip  ixtkwtitul  myositis. 
fibres  undergo  secondarily  a  greater 

or  less  degree  of  atrophy  or  degeneration.  There  maybe  fatty  infiltra- 
tion between  the  fibres,  and  various  deformities  are  produced  by  the 
shortening  and  progressive  immobility  of  the  affected  parts. 

While  the  above  disease  is  a  progressive  and  frequently  a  general  one, 
there  may  be  new  formation  of  bone  in  muscle  as  a  result  of  prolonged 
or  repeated  mechanical  irritation.  Thus  in  the  adductors  of  the  thigh 
iu  persons  who  are  constantly  in  the  saddle,  or  in  the  deltoid  muscle  of 
soldiers  who  strike  this  part  with  their  weapons  in  drill,  there  may  be  a 
formation  of  bone.' 

Tuberculous  and  Syphilitic  Inflammation  in  the  muscle  is  of  occasional 
occurrence;  the  active  processes  are  in  the  connective  tissue  and  blood- 
vessels, the  muscle  fibres  being  secondarily  involved  in  various  phases 
of  atrophy  and  degeneration. 


TUKOBB. 

The  tumors  of  the  muscles  usually  develop  in  the  connective  tissue. 
Fibroma,  chondroma,  lipoma,  myxoma,  sarcoma  may  occur  as  primary 
tumors.  Carcinoma  and  sarcoma  may  occur  secondarily  in  the  muscles 
as  a  result  of  local  extension  from  adjacent  parts.  The  muscle  fibres 
are,  as  a  rule,  only  secondarily  affected  by  pressure,  etc.,  in  tumors  of 
Consult  for  a  study  of  myositis  ossificans  Be  Will.  Am.  Jmir.  Med.  Sciences,  vol 
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the  muscles,  but  there  exist  observations  which  poiut  to  the  possibility 
of  a  proliferation  of  the  muscle  nuclei  and  the  new  formation  froni  them 
of  cells  which  may  take  part  in  the  growth  of  the  tumor. 

PARASITES. 

Trichina  spiralis  is  the  most  common  parasite  in  the  muscles. 
Cysticercus  cellulosee  and  Echinococcus  occasionally  occur. 


CHAPTER  XIV. 

THE  NERVOUS  SYSTEM, 

The  Membranes  and  the  Ventricles. 

THE  DURA   MATER   CEREBRALI8. 

The  dura  mater  is  a  dense  connective-tissue  membrane  which  serves  the  double 
purpose  of  a  periosteum  for  the  inner  surface  of  the  cranial  bones,  and  of  an  investing 
membrane  for  the  brain.  It  is  itself  but  poorly  supplied  with  blood-vessels,  but  it  con- 
tains the  large  venous  sinuses  which  carry  the  blood  from  the  brain.  Lesions  of  the 
dura  mater,  therefore,  are  apt  to  be  associated  with  lesions  of  the  cranial  bones,  of  the 
pia  mater,  or  of  the  venous  sinuses. 

In  young  children  the  dura  mater  adheres  closely  to  the  inner  surface  of  the  cranial 
bones,  in  adults  it  is  more  readily  detached,  and  in  old  persons  it  is  again  more  adher- 
ent. Chronic  inflammation  of  the  external  layers  of  the  dura  mater  also  renders  it  more 
adherent  to  the  bones. 


Extravasated  blood  may  lie  between  the  dura  mater  and  the  cranial 
bones,  in  the  substance  of  the  membrane,  or  between  the  dura  mater  and 
the  pia  mater. 

Haemorrhages  between  the  dura  mater  and  the  pia  mater  occur  with 
chronic  pachymeningitis,  or  from  the  vessels  of  the  pia  mater.  Those 
in  the  substance  of  the  dura  mater  are  usually  small. 

Hemorrhages  between  the  dura  mater  and  the  cranial  bones  are  usu- 
ally due  to  blows  and  injuries  of  the  head,  are  often  of  considerable  size, 
separating  the  membrane  from  the  bones,  and  may  compress  the  brain. 
They  are  often  associated  with  laceration  of  the  brain,  and  haemorrhages 
between  the  dura  mater  and  pia  mater. 

Pressure  on  the  head  of  the  infant  in  delivery  may  cause  extravasa- 
tions of  blood  between  the  bones  and  the  pericranium,  as  well  as  between 
the  bones  and  the  dura  mater. 


THROMBOSIS. 

Thrombosis  of  the  venous  sinuses  is  not  uncommon.  It  is  often  associ- 
ated with  inflammation  of  the  dura  mater  and  with  injuries  and  inflam- 
mations of  the  brain  and  pia  mater,  of  the  cranial  bones,  of  the  middle 
ear,  and  of  the  scalp.     Like  thrombosis  in  other  parts  of  the  body,  it 
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may  occur  in  the  infections  and  exhausting  diseases.  It  may  oocor  in 
apparently  healthy  persons  without  discoverable  cause.  The  thrombi 
may  lie  red  or  white  and  firm.  They  may  induce  no  secondary  changes, 
or  they  may  extend  into  the  veins  and  induce  hfemorrhagic  softening  of 
the  involved  areas  of  the  brain. 


INFLAMMATION.     (I'achymeningitii. ) 

This  may  involve  the  external  layers  of  the  membrane,  pachymenin- 
gitis '■jrtrriin,  or  the  internal  layers,  pachymeningitis  interna.  It  may  be 
either  acute  or  chronic.  The  tissues  of  the  substance  of  the  dura  mater 
participate  to  a  greater  or  less  degree  iu  these  changes,  but  the  chief 
lesions  are  upon  the  surfaces. 

Acute  pachymeningitis  externa  is  usually  secondary  to  injuries  or  dis- 
eases of  the  cranial  bones ;   thus  it  may  be  incited  by  fractures  of  the 


skull,  cither  depressed  or  not,  osteitis,  caries,  suppurative  inflammation 
of  the  internal  and  middle  ear  and  mastoid  cells.  The  dura  mater  is  com- 
monly congested  and  swollen,  and  may  contain  small  ecchyiuoses.  The 
inflammation  is  usually  suppurative,  and  pus  may  accumulate  between 
the  membrane  and  the  bone,  or  in  the  substance  of  the  membrane.  The 
urea*  ul' inflammation  are  not  usually  extensive.  It  sometimes  leads  to 
thrombosis  of  the  venous  sinuses,  and  sometimes  gangrene  of  the  dura 
mater  occurs.  The  inflammation  may  extend  to  the  inner  surface  of  the 
dura  mater,  to  the  pin  mater  and  brain,  or  it  may  remain  localized  and 
undergo  resolution. 

Acute  pachymeningitis  interna  may  Ik>  secondary  to  inflammation  of  the 
external  surface,  or  it  may  occur  as  a  complication  in  pyaemia,  puerperal 
fever,  chronic  diffuse  nephritis,  in  the  exanthemata  and  erysipelas,  or 
independently.     Then-  is  a  general  or  circumscribed  production  of  fibrin 
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and  pus,  so  that  the  internal  surface  of  the  membrane  is  lined  with  a 
laver  of  soft,  yellow  exudate. 

Simple  chronic  pachymeningitis  consists  in  the  formation  of  new  con- 
nective tissue  in  the  dura  mater,  by  which  it  becomes  thicker  and  in 
many  eases  abnormally  adherent  to  the  bones  of  the  skull.  This  thick- 
ening may  be  general  or  circumscribed,  and  may  involve  the  entire 
thickness  of  the  membrane.  Not  infrequently,  when  the  external  layers 
are  especially  involved,  firm  adhesions  to  the  skull  occur,  with  ossifica- 
tion of  the  outer  layers,  so  that  shreds  of  the  membrane  containing  little 
masses  of  bone  (osteophytes)  remain  sticking  to  the  skull  when  the  mem- 
brane is  stripped  off. 

Pachymeningitis  Interna  Hemorrhagica, — This  is  an  important  form 
of  chronic  inflammation  of  the  internal  layer  of  the  dura  mater,  charac- 
terized by  the  formation  of  layers  of  new  deli- 
cate connective  tissue  with  numerous  very  thin- 
walled  blood-vessels  from  which  the  blood  is 
prone  to  escape.  The  membrane  may  at  first 
appear  as  a  delicate  fibrinous  pellicle,  with  small 
red  spots  scattered  through  it,  or  it  may  look 
like  a  simple  reddish  or  brown  staining  of  the 
inner  surface  of  the  dura  mater.     Microscopical     _  „   jno    _ 

r!(i.    41W. — BRAIN    "AND    from 

examination  shows  this  membrane  to  consist  of       pachymeningitis  interna. 
numerous  blood-vessels,  mostly  capillaries  with 

very  thin  walls,  which  may  be  distended  or  pouched,  and  which  have 
grown  out  from  the  vessels  of  the  dura  mater  (Fig.  408).  Between 
the  vessels  is  a  homogeneous  or  slightly  differentiated  basement  sub- 
stance, containing  a  variable  number  of  spheroidal,  fusiform,  or  branch- 
ing cells.  Ked  blood  cells  in  variable  quantity,  and  blood  pigment  in 
various  forms,  frequently  enclosed  in  the  new  cells,  and  small  calcareous 
concretions  (brain  sand)  (Fig.  409),  also  lie  in  the  intervascular  spaces. 
In  more  advanced  stages  the  new  membrane  may  become  greatly  thick- 
ened, its  outermost  layers  being  changed  into  dense  fibrous  tissue  with 
obliteration  of  the  vessels;  while  the  more  recentlv  formed  lavers  are 
similar  in  structure  to  those  at  first  developed.  Considerable  blood  usu- 
ally escapes  from  the  vessels  of  the  new  membrane  by  diapedesis,  in  all 
stages  of  its  formation,  and  the  vessels  are  also  very  liable  to  rupture, 
giving  rise  to  extensive  haemorrhages  either  into  the  substance  of  the 
membrane  or  between  it  and  the  pia  mater.  Sometimes  masses  of  new 
tissue  and  blood,  from  half  an  inch  to  an  inch  or  more  in  thickness,  are 
in  this  way  formed,  greatly  compressing  the  brain.  These  new  mem- 
branes are  most  frequently  formed  over  the  convexity  of  the  brain,  but 
mav  extend  over  nearlv  the  entire  surface  of  the  dura  mater.  Some- 
times,  when  old,  the  entire  membrane,  densely  pigmented  and  firm, 
lies  loosely  beneath  the  dura  mater  without  compressing  the  brain  or 
giving  any  clinical  indication  of  its  presence.  The  membrane  may  in- 
duce chronic  changes  in  the  pia  mater,  with  or  without  accompanying 
changes  in  the  cortical  portion  of  the  brain. 


698  THE  NERVOUS  SYSTEM. 

Rarely,  serum  accumulates  between  the  layers  of  the  new  membrane, 
and  in  this  way  cysts  of  large  size  may  be  formed.  In  rare  cases  diffuse 
suppuration  of  the  entire  new  membrane  occurs. 

The  slighter  degrees  of  this  form  of  inflammation  may  occasion  no 
symptoms  during  life.  They  are  not  infrequently  found  in  persons  suf- 
fering from  various  chronic  brain  lesions  and  from  chronic  alcoholism, 
but  they  may  occur  uuassociated  with  complicating  lesions.  The  more 
advanced  forms  of  the  lesion  are  frequently  found  in  idiots,  epileptics, 
etc. 

Tuberculous  pachymeningitis  may  occur  secondarily  to  that  form  of  in- 
flammation in  the  pia  mater  or  the  bones,  or  as  a  part  of  general  miliary 
tuberculosis.  The  tubercles  may  be  situated  on  either  surface  of  the 
membrane  or  in  its  substance,  and  may  be  single  or  aggregated,  forming 
large  masses. 

Syphilitic  pachymeningitis  manifests  itself  by  the  formation  of  so-called 
gummy  tumors  upon  either  the  external  or  internal  surface  of  the  dura 
mater.  These  tumors  may  be  single  or  multiple,  and  vary  greatly  in 
size.  They  may  l>e  accompanied  by  simple  inflammatory  changes  in  the 
dura  mater  in  their  vicinity.  They  may  undergo  suppuration  with  the 
formation  of  abscess;  the  inflammation  may  extend  to  the  pia  mater, 
inducing  simple  or  syphilitic  meningitis  and  adhesions  between  the  dura 
mater  and  pia  mater.  The  gum  mat  a  may,  on  the  other  hand,  when  occur- 
ring on  the  outer  surface  of  the  membrane,  cause  absorption  and  perfo- 
ration of  the  bones  of  the  skull. 

TUMORS. 

Fibromata  and  Lipomata  occur  rarely  in  the  dura  mater  and  are  of 
small  size. 

Small  Chondromata  are  sometimes  found  connected  with  the  dura 
mater  at  the  base  of  the  brain. 

Osteomata. — In  addition  to  the  formation  of  osteophytes  in  chronic 
external  pachymeningitis,  plates  and,  more  rarely,  globular  masses  of 
bone  mav  be  formed  in  the  dura  mater,  unconnected  with  the  bones 
of  the  skull.  They  are  most  frequently  found  in  the  falx  cerebri,  but 
may  occur  elsewhere.  The  new  bone  may  be  dense  or  loose  in  texture, 
and  usually  produces  no  symptoms. 

Endotheliomata.' — These  tumors  may  grow  inward  or  outward,  causing 
pressure  on  the  brain  or  absorption  and  perforation  of  the  bones;  they 
often  attain  considerable  size.  Some  of  these  tumors  somewhat  resemble 
certain  forms  of  epithelioma,  and  have  often  lieen  described  as  primary 
carcinoiuata. 

Sarcomata  are  the  most  common  tumors  of  the  dura  mater,  and  of 
these*  the  spindle-celled  forms  are  of  more,  the  round- and  polyhedral  - 
celled  of  less  frequent  occurrence.     They  may  grow  from  either  surface 

1  K«»r  a  consideration  of  tumors  of  the  dura  mater  allied  to  the  endotheliomata  con- 
sult 1  ><!,,,,„<  t.  Arch,  de  Med.  ex  p.,  May  1st,  1*92. 
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of  the  membrane.  Some  of  the  round-  and  polyhedral -celled  forms  are 
soft  and  very  vascular,  and  are  apt  to  involve  the  neighboring  pia  mater 
and  brain  tissue,  or  the  bones  of  the  skull,  which  they  may  perforate. 
They  sometimes  project  through  the  opening  in  the  skull  in  fungous, 
bleeding  masses. 

Psammomata  are  small  globular  tumors,  often  multiple  and  pedicu- 
lated,  growing  from  the  inner  surface  of  the  dura  mater.     They  are  usu- 
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ally  composed  of  tissue  fibrous,  sarcomatous  or  endotheliomatous  in  char- 
acter, and  contain  variously  shaped  calcareous  concretions  similar  in 
nppearauce  to  the  so-called  brain  sand '  (Fig.  410). 

THE  PIA    MATER    CEREBRALIS. 
Okmeral  Characters  of  the  Pia  Mater. 

The  external  surface  of  the  brain  is  invested  by  a  connective- tissue  membrane 
which  covers  the  convolutions,  dips  down  Into  the  sulci,  and  extends  into  the  ventricles. 
This  membrane  is  abundantly  supplied  with  blood-  vessels,  and  from  It  numerous  ves- 
sels extend  into  the  brain,  so  that  any  disturbance  in  the  circulation  of  the  blood  in  the 
pia  mater  involves  a  disturbance  in  the  circulation  of  the  blood  in  the  brain  also. 

The  connective  tissue  which  makes  up  the  pia  mater  is  arranged  in  a  scries  of  mem- 
branes and  fibres  reinforced  by  elastic  tissue,  so  arranged  as  to  form  a  spongy  membrane 
containing  numerous  cavities  more  or  less  tilled  with  fluid.  These  cavities  are  continu- 
ous with  the  perivascular  spaces  which  surround  the  vessels  that  pass  from  the  pia  mater 
Into  the  brain.  The  outer  layers  of  the  pia  mater  are  the  most  compact,  and  arc  covered 
on  their  outer  surface  by  a  continuous  layer  of  endothelial  cells.  This  external  layer 
of  the  pia  mater  is  often  described  as  a  separate  membrane  called  the  "arachnoid,"  but 
it  is  really  only  pari  of  the  pia.  The  deeper  layers  of  the  pia  contain  the  blood- vessels. 
The  membranes  and  fibres  which  compose  the  pia  nutter  are  partly  coated  with  cells 
which  have  irregular  and  delicate  cell  bodies  and  large,  distinct  nuclei 

Along  the  borders  of  the  longitudinal  fissure,  and,  more  rarely,  on  the  under  sur 
face  of  the  brain,  are  a  number  of  small,  white,  firm,  irregular  lxtdics,  the  fttcthionian 
bmliiK.  They  vary  in  their  size,  their  number,  anil  in  the  extent  of  the  surface  of  the 
hemispheres  which  they  cover.  They  may  perforate  the  dura,  muter,  or.  more  rarely, 
tin'  wall  of  the  longitudinal  sinus,  and  may  produce  erosions  of  the  skull  bones.  Thej 
are  composed  of  fibrous  tissue  and  may  undergo  fatty  or  calcareous  degeneration. 
As  they  are  so  commonly  found  and  are  not  known  to  be  of  any  pathological  signifl- 

-  Psammoma,"  In  Ziegler's  Bel- 


700  THE  NERVOUS  SYSTEM. 

cance,  they  may  almost  be  regarded  as  normal  structures;  at  any  rate,  we  do  not  know 
what  causes  them  or  their  variations  in  size  and  number. 

The  pia  mater  is  frequently  thickened,  opaque,  and  white,  either  in  diffuse  patches 
or,  more  commonly,  along  the  course  of  the  vessels.  In  other  cases  single  or  multiple 
small  white  spots,  of  the  size  of  a  pin's  head  or  smaller,  may  be  seen  in  the  membrane, 
not  appreciably  elevated  above  the  surface,  but  due  to  localized  thickening.  These 
slight  opacities  of  the  pia  mater  are  commonly  believed  to  be  dependent  upon  repeated 
congestions  of  the  membrane  or  upon  chronic  meningitis,  but  there  is  no  evidence  that 
this  is  always  the  case.  They  are  most  frequently  found  in  old  persons,  but  may  exist 
at  any  age,  and  do  not  necessarily  indicate  the  pre-existence  of  disease,  although  similar 
appearances  are  common  in  the  chronic  insane  and  in  drunkards. 

The  amount  of  blood  contained  in  the  vessels  of  the  pia  mater  after  death  vane's 
greatly,  and  is  by  no  means  a  reliable  indication  of  the  amount  present  during  life.  In 
general  anamiia  the  vessels  of  the  pia  mater  may  contain  little  blood,  but,  on  the  other 
hand,  they  sometimes  seem  to  contain  a  relatively  larger  amount  than  other  parts  of  the 
body.  In  (edema  of  the  brain  and  pia  mater  the  vessels  of  the  latter  may  contain  but  a 
small  amount  of  blood. 

(EDEMA. 

The  quantity  of  serum  beneath  the  pia  mater  and  infiltrating  its  tis- 
sue is  very  variable  in  amount.  It  may  accumulate  as  a  result  of  atrophy 
of  the  brain  substance  or  of  venous  hyperjemia,  and  sometimes  is,  ami 
sometimes  is  not,  accompanied  by  oedema  of  the  brain  substance.  It 
may  be  diffuse  or  localized.  It  is  not  infrequent  to  find  in  hospital  pa- 
tients suffering  from  chronic  nephritis,  cardiac  or  pulmonary  disease,  or 
chronic  alcoholism,  a  very  considerable  amount  of  serum  in  this  situa- 
tion, and  yet  the  patient  has  been  free  from  cerebral  symptoms.  In 
other  cases  a  serous  effusion  may  accompany  grave  cerebral  symptoms. 
It  is  necessary  to  be  very  careful  in  judging  of  the  importance  of  this 
accumulation  of  fluid,  especially  in  determining  the  cause  of  death  in 
the  absence  of  other  marked  lesions  (see  page  722). 

It  should  always  be  borne  in  mind  that  an  accumulation  of  fluid  l>e- 
neath  and  in  the  meshes  of  the  pia  mater  may  occur  as  a  result  of  post 
mortem  changes. 

HYPEREMIA  AND  HAEMORRHAGE. 

Hyperaemia,  —  The  pia  mater  may  be  hypenemic  in  early  stages  of  men- 
ingitis, after  death  from  delirium  tremens  or  following  epileptic  convul- 
sions ;  in  infect  ions  diseases,  and  poisoning.  It  may  l>e  due  to  the  pressure 
of  exudates  or  tumors  on  the  veins,  or  to  general  or  local  lesions  of  the 
circulatory  system.  The  time  which  elapsed  between  death  and  the  au- 
topsy, the  position  in  which  the  body  has  lain,  the  coagulability  of  the 
blood  may  have  an  important  bearing  upon  the  amount  and  situation  of 
blood  in  the  pia. 

Haemorrhage.— This  may  occur  either  into  the  space  between  the  dura 
mater  and  the  pia  mater — hitrrmnihifjeal  hanwrrJuif/f — or  in  the  meshes  of 
the  pia  or  between   the  latter  and  the  brain.      It  may  l>e  due  to  injury, 
to   rupture  of  aneurisms  or  otherwise  diseased  blood-vessels,  to  throm 
boses  of  the  venous  sinuses,  or  to  conditions  which  we  are  unable  to  as- 
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certain.  Haemorrhages  without  known  cause  not  infrequently  occur  in 
the  substance  of  the  pia  mater  in  young  children,  but  in  adults  they  are 
apt  to  be  the  result  of  injury.  Multiple  ecchymoses,  however,  in  the 
substance  of  the  pia  mater  sometimes  occur  in  infectious  diseases  and 
also  in  acute  inflammation  of  the  pia  mater.  Haemorrhages  in  the  brain 
substance  may  lead  to  the  accumulation  of  blood  beneath  or  in  the 
meshes  of  the  pia  mater.  Intermeniugeal  haemorrhage  in  infants  as  a 
result  of  injury  during  birth  is  not  uncommon.  Small,  and  sometimes 
considerable,  extravasations  of  blood  may  occur  from  diapedesis,  and 
sometimes,  as  a  result  of  chronic  congestion,  degenerated  blood  pigment 
collects  along  the  walls  of  the  vessels.  The  extravasated  blood  in  menin- 
geal hemorrhage,  if  small  in  quantity,  may  be  largely  absorbed,  leaving 
a  greater  or  smaller  accumulation  of  pigment  at  the  seat  of  the  haemor- 
rhage.    Such  pigmentations  may  last  for  a  long  time. 

INFLAMMATION.     (Meningitis— Leptomeningitis. ) 

We  distinguish  acute,  chronic,  tuberculous,  and  syphilitic  meningitis. 

Acute  Meningitis  may  occur  as  the  characteristic  lesion  of  epidemic 
cerebrospinal  meningitis;  it  is  a  not  very  infrequent  complication  of 
pneumonia,  typhus  and  typhoid  fever,  the  exanthemata,  and  of  chronic 
diffuse  nephritis;  it  may  be  secondary  to  injuries  and  inflammation  of 
the  cranial  bones,  of  the  dura  mater,  and  of  the  middle  ear,  and  it  some- 
times occurs  as  an  independent  infectious  process  (see  page  194). 

In  acute  meningitis  the  inflammatory  process  is  apt  to  extend  down- 
ward and  involve  the  pia  mater  of  the  cord.  It  may  also  involve  the 
ependynia  of  the  ventricles,  and  cause  the  distention  of  these  cavi- 
ties with  serum.  This  latter  condition  is  especially  frequent  in  young 
children. 

It  is  convenient  to  consider  two  varieties  of  acute  meningitis,  one  in 
which  there  is  cell  proliferation  with  little  or  no  exudate,  the  other  in 
which  exudate  is  present.  In  many  cases  at  least  the  first  may  be  the 
early  stage  of  the  latter  form. 

1.  Acute  Cellular  Meningitis. — The  pia  mater  is  congested,  its 
surface  is  dry  and  lustreless,  and  it  is  somewhat  opaque.  The  changes 
in  the  gross  appearance  of  the  membrane  are  not  marked  and  are  easily 
overlooked,  but  the  minute  changes  are  more  decided.  There  is  a  pro- 
liferation of  the  endothelial  and  connective-tissue  cells  of  the  pia,  and 
often  a  moderate  collection  of  fluid  and  leucocytes  in  the  meshes  of  the 
pia.  This  cell  proliferation  may  involve  the  pia  mater  over  most  of  the 
surface  of  the  brain.  This  form  of  meningitis  is  of  frequent  occurrence 
and  is  attended  with  the  ordinary  clinical  symptoms  of  acute  meningitis. 

2.  Acute  Exudative  Meningitis  is  characterized  by  the  accumu- 
lation, chiefly  in  the  meshes  of  the  pia  mater  and  along  the  walls  of  the 
blood- vessels,  of  variable  quantities  of  serum,  fibrin,  and  pus.  Some- 
times one,  sometimes  another  of  these  preponderates,  giving  rise  to  ser- 
ous, fibrinous,  or  purulent  forms  of  the  inflammation.     The  absolute 
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quantities,  too,  of  the  exudations  vary  greatly.  In  some  cases  death 
may  occur  with  so  slight  a  formation  of  exudate  that  to  the  naked  eye 
the  pia  mater  may  look  quite  normal  or  perhaps  only  moderately  hyper- 


FlO.  411.— ACUTE  EXl'DATIVK  MK.MN'UITIS. 

Showing  distention  of  the  me^hex  of  the  pia  mater  of  the  brain  with  fluid,  in  which  are  leucocytes  and  ex- 

foliated  endothelium,  the  latter  undergoing  proliferation. 

lemie  or  (edematous;  the  microscope,  however,  in  these  cases  will  reveal 
pus  cells  in  small  numbers  and  new-formed  connective-tissue  cells  (Fig. 
411  and  Fig.  412),  and  sometimes  tiakes  of  fibrin  in  the  meshes  of  the 
pia  and  along  the  walls  of  the  vessels.  In  other  cases  turbid  serum  in 
the  meshes  of  the  membrane  is  all  that  can  be  seen,  and  the  microscope 
shows  the  turbidity  to  be  due  to  pus  cells  or  a  small  amount  of  fibrin. 
Again,  either  with  or  without  marked  cwleina  of  the  pia  mater,  yellow- 
ish stripes  are  seen  along  the  sides  of  the  veins,  sometimes  appearing  like 
faint  turbid  streaks,  and  at  others  dense*,  opaque,  thick,  and  wide,  and 
almost  concealing  the  vessels.  These  are  due  to  the  accumulation  of 
pus  cells  and  fibrin  in  large  quantities  along  the  vessels,  and  they  are  l>est 
seen  and  most  abundant  around  the  larger  veins  which  pass  over  the 
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FUJ.   412.  — AtTTK   F.XVDATIVK   >lKM  MJITIS. 

Proliferation  <>f  eonmvtive-tissue  eells  and  extravasation  of  letie.ievtes  in  the  adventltia  of  a  small  bkmd- 

vev*«»l  of  the  pia  mater. 

sulci.  In  still  other  cases  the  infiltration  with  pus  and  fibrin  is  so  dense 
and  thick  and  general  that  the  brain  tissues,  convolutions,  and  most  of 
the  ncnm'Is  of  the  pia  mater  themselves  are  concealed  by  it.  This  pus  is 
usualh  of  a  greenish -yellow  color,  and  is  sometimes  so  thick  as  to  form 
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a  sort  of  cast  of  the  brain  surface  at  the  seat  of  the  lesion  (Fig.  413). 
Sometimes  extravasated  red  blood  cells  are  mingled  with  the  other  exu- 
dations, as  the  result  of  diapedesis.  Microscopical  examination  shows 
numerous  white  blood  cells  sticking  in  the  walls  of  the  veins  and  capil- 
laries, or  the  vessels  may  be  blocked  with  them.  It  is  evident  that  a 
large  part  of  the  pus  cells  accumulates  as  the  result  of  emigration.  The 
connective-tissue  cells  of  the  pia  mater  may  l>c  detached  from  their 
places  or  degenerated.  In  some  cases  there  are  considerable  accumula- 
tions of  pus  between  the  pia  mater  and  the  brain  substance  and  along 
the  vessels  which  enter  the  latter.  More  rarely  pus  is  found  upon  the 
free  snrfacc  of  the  membrane.  The  brain  substance  may  be  compressed 
by  the  accumulated  exudate,  so  that  the  convolutions  are  flattened. 
The  cortical  portion  of  the  brain  may  be  simply  infiltrated  with  serum 


— (edematous — or  it  may  undergo  degenerative  changes,  or  it  may  be 
the  seat  of  punctate  hemorrhages.  Not  infrequently  the  inflammation 
extends  to  the  ventricles,  which  may  contain  purulent  serum,  and  to  the 
pia  mater  of  the  cord.  This  form  of  inflammation  is  most  frequent  on 
the  convexity  of  the  brain,  but  may  extend  or  even  be  confined  to  the 
base.  It  may  be  localized,  but  frequently  extends  widely  over  the  sur- 
faces of  the  hemispheres. 

Whju  recovery  from  acute  exudative  meningitis  occurs  there  may  be 
fatty  degeneration  of  the  cells  which  have  iiceumulated  in  the  pia  mater, 
particularly  along  the  vessels  (Fig.  414).  and  this  may  produce  white 
patches  in  the  membrane  and  threads  along  the  blood-vessels,  which 
resemble  the  appearance  of  an  accumulation  of  exudate  in  the  acute 
stage.  Fatty  degeneration  of  the  blood  vessels  and  cells  of  the  pia 
mater  may  also  occur  wiihout  acute  inflammatory  changes. 

Sometimes,  in  children  and  young  adults,  inflammatory  changes  in 
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the  ventricles  persist  for  days  and  weeks  after  the  subsidence  of  the  in- 
flammation of  the  pia  mater. 

For  a  discussion  of  the  bacterial  excitants  of  exudative  meningitis 
see  page  W5." 

Chronic  Meningitis. — Either  the  pia  mater  at  the  base  of  the  brain 
alone  may  l>c  inflamed  (basilar  meningitis),  or  the  pia  mater  over  the 
convexity  alone,  or  the  entire  pia  mater,  or  circumscribed  patches  of  the 
membrane.  The  pia  mater  is  thickened  and  opaque,  the  thickening 
being  sometimes  very  considerable.  There  is  a  formation  of  new  connec- 
tive tissue  and  this  may  be  associated  with  accumulation  of  pus,  fibrin, 
and  serum;  the  relative  quantity  of  these  inflammatory  products  varies 
in  different  eases.  Firm  and  sometimes  extensive  adhesions  may  be 
formed  between  the  dura  mater  and  the  pia  mater.  Xot  infrequently  the 
cortical  portions  of  the  brain  participate  in  the  process,  and  there  is  an 
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infiltration  of  small  spheroidal  cells  around  the  blood  vessels,  thickening 
of  the  walls  of  the  vessels,  and  degenerative  changes  and  atrophy  of  the 
nerve  lissue.  New  connective  tissue  may  also  form  in  the  brain  sub- 
stunee.  which  may  In-come  closely  adherent  to  the  pia  mater.  The  ven- 
tricles of  the  brain  also  may  contain  an  increased  amount  of  serum  and 
may  Im-  diluted ;  the  ependymu  may  In-  thickened  and  roughened.  This 
form  of  Inflammation  may  Im-  the  result  of  injury  or  disease  of  the  cra- 
nial In >ncs,  or  secondary  to  chronic  pachymeningitis  or  to  inflammation  of 
the  bruin  substance  It  may  occur  in  the  vicinity  of  tumors  of  the  brain 
or  meninges.  It  may  be  a  complication  of  chronic  diffuse  nephritis  or 
the  result  of  chronic  nl  cob  "lie  poisoning.  It  may  occur  in  marked  form 
in  general  pan-sis  of  the  insane. 


n  this 
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viiic-s  iinrl  the  middle  rar 
vncin  mi  account  of  (lie  possibility  «f 
•rin  iint  uncommonly  present  and  usu 
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Tuberculosa  Meningitis. — This  is  especially  characterized  hy  the  forma- 
tion in  the  pia  mater  of  miliary  tubercles,  associated  with  more  or  less 
well-marked  exudative  iuflammation.  It  may  occur  in  adults  and  in 
children,  but  is  more  common  in  the  latter.  The  dura  mater  may  bo 
unchanged,  or  its  inner  surface  may  be  sprinkled  with  miliary  tubercles. 
The  pia  mater  may  or  may  not  be  congested ;  it  may  look  dry  on  the  sur- 
fiK'c  or  it  may  be  (edematous.  Usually  the  brain  seems  to  fill  the  cere- 
bral cavity  to  an  unusual  degree,  and  the  convolutions  are  flattened.  If 
the  pia  mater  be  ^edematous  the  serum  may  be  clear,  or  turbid  with  pua 
and  fibrin.  The  membrane  may  present  any  of  the  general  appearances 
of  exudative  meningitis.  But  always  in  addition  to  these,  and  some- 
times without  them,  miliary  tubercles,  either  widely  scattered  or  in  great 
numbers,  may  be  seen  usually  more  abundant  over  the  sulci  than  else- 
where. They  are  commonly  more  abundant  at  the  base  of  the  brain  thau 
on  the  convexity,  and  are  frequently  confined  to  the  base.  Some  of  the 
tubercles  are  so  small  as  to  be  scarcely  visible  or  entirely  invisible  to 
the  naked  eye ;  others  are  as  large  as  a  pin's  head  or  larger.  They  are 
usually  most  abundant  along  the  blood-vessels,  but  may  occur  elsewhere. 


They  may  bo  formed  in  the  membranous  prolongations  of  the  pia  mater 
which  dip  into  the  sulci,  around  the  vessels  which  enter  the  brain  sub- 
stance, in  the  choroid  plexus  and  ependyina  of  the  ventricles,  and  may 
exist  in  the  spinal  cord. 

The  miliary  tubercles  have  the  usual  structural  characters  of  focal 
tuberculosis  in  connective  tissue  (Fig.  415). 

In  children  the  ventricles  are  usually  more  or  less  distended  by  an 
accumulation  of  transparent  or  turbid  serum,  and  the  walls  of  the  ven- 
tricles may  be  studded  with  miliary  tubercles  (see  Fig.  416).  In  adults 
the  ventricles  are  less  frequently  involved.  The  brain  tissue  around 
the  ventricles  is  ofteu  softened.  The  central  canal  of  the  spinal  cord 
may  also  be  dilated.  It  is  the  dilatation  of  the  ventricles  which  causes 
the  flattening  of  the  convolutions,  and  the  flattening  is  usually  iu  direct 
proportion  to  the  amount  of  accumulated  fluid. 

Owing  to  the  frequency  of  the  dilatation  of  the  ventricles  with  serum 
in  children,  the  disease  is  often  called  amtr  fii/rlrocrphulu*. 

In  both  children  and  adultsthe  tuberculous  inflammation  may  produce 
large  masses  of  tul>erculous  tissue,  which  undergo  cheesy  degeneration, 
in  the  pia  mater  and  the  brain  tissue. 
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Iii  almost  all  cases  of  tuberculous  meningitis  there  is  tuberculous 
inflammation  in  other  parts  of  the  body. 

Miliary  tubercles  in  the  choroid  of  the  eye  are  present  in  a  considerable 
proportion  of  cases. 

The  cortex  of  the  brain  may  be  hypera>mie,  and  punctate  haemor- 
rhages may  lie  present  in  the  cortex  and  in  the  pia  mater. 

Syphilitic  Meningitis. — In  this  form  of  inflammation,  which  is  usually 
circumscribed,  there  is  a  development  of  gummy  tumors  of  variable  size, 
frequently  associated  with  simple  inflammation  of  the  membrane,  either 


with  Hie  formation  of  scram,  fibrin,  and  pus,  or  with  the  development  of 
new  connective  tissue  and  the  consequent  thickening  of  the  membrane. 
The  gummutu  may  form  in  the  pia  mater  covering  the  convexity,  or  at 
the  Imse  of  the  brain.  They  may  grow  outward,  involving  the  dura 
milter:  or  inward,  enci-oacliing  upon  or  involving  the  brain  tissue. 
Although  usually  circumscribed,  syphilitic  in  Humiliation  may  occur  as 
a  diffuse  thickening  of  the  membrane.  The  syphilitic  nodules,  includ- 
ing the  guinmata  and  new-formed  connective  tissue,  are  often  very 
small,  but  may  l>e  as  large  as  a  hen's  egg. 


TTTMOES. 

Hematoma.— In  chronic  pachymeningitis  of  long  standing  the  new 
miiective  tissue  may  form  large,  Hal  cysts  between  the  dura  mater  and 
it-  pia  mate]',  which  may  compivss  the  surface  of  the  brain.  The  blood 
iginally  contained   in  these  cysts  may  lie  absorbed  and  replaced  by 
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serum,  the  attachments  to  the  dura  stater  may  disappear,  and  the  whole 
appearance  becomes  thai  of  an  independent  cyst  between  the  dura  mater 

and  tin-  pifl  mater.  Fibroma,  lipoma,  myxoma,  chondroma,  ami  osteoma  are 
of  rare  occurrence. 

Eadot  he  liomata.— These  tumors  are  of  not  Infrequent  occurrence,  ami 
may  grow  from  tln>  pia  of  the  cerebrum  or  cerebellum  or  from  the  chor- 
oid plexus.  They  may  be  single  or  multiple.  They  may  be  small  or  so 
large  as  seriously  to  compress  the  brain. 

Some  of  them  are  composed,  of  a  connective-tissue  stroma  which  en- 
closes regular  spaces  filled  with  large,  tlat,  nucleated  cells.  These  may 
resemble  carcinoma.     Some  of  them  are  composed  of  a  connective-tissue 


stroma  which  forms  cavities  lined  with  cylindrical  epithelium.  In  such 
tumors  the  stroma  may  grow  so  as  to  form  papilkc  covered  with  cylin- 
drical epithelium  ;  or  in  addition  there  may  be  mucous  degeneration  of 
the  stroma.  In  SODW  of  them  there  is  a  connective-tissue  stroma  wbieh 
contains  targe  numlicrsof  blood-vessels.  Around  these  blood-vessels  are 
arranged  regular  masses  of  polyhedral  cells  (Figs.  417  and  418). 

In  some  of  them  Hie  stroma  is  scanty.  The  celts  aiv  numerous,  large, 
Hat.  and  arranged  in  little  globular  masses  or  nests.  If  in  Ihcsc  litlle 
nests  theiv  is  a  deposition  of  the  salts  of  lime,  funning  concretions  like 
the  so  called  "brain  sand."  the  tumor  is  called  a.  "  psumniouin."  Some 
of  the  tumors  seem  In  In- formed  of  very  (bin.  nucleated  membranes 
ranged  in  concentric  layers  like  ihe  layers  of  an  onion. 


_ 
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Some  of  the  tumors  are  composed  of  balls  or  nests  of  large,  flat  cells, 
with  which  are  found  crystals  of  cholesterin — "cholesteatoma."  ' 

Sarcoma. — Tumors  belonging  to  the  ordinary  types  of  round-  and  fusi- 
form-celled sarcoma,  and  of  my  so -sarcoma,  are  occasionally  found  in  the 
pia  mater. 

Cysts.— Small  cysts  are  often  found  in  the  choroid  plexus.  Rarely 
such  cysts  reach  a  larger  size,  even  as  large  as  a  pigeon's  egg. 


c — 

B-- 
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PHI.  4 IX.— ENIIOTIIKUO 


Cysts  of  the  pia  mater  containing  serum,  with  walls  and  septa  of  con- 
neclive  tissue  and  compressing  the  brain,  have  l>ccn  described. 

Variously  shaped  pigment  cells  not  infrequently  occur  in  the  pia  mater, 
either  scattered  or  sometimes  in  considerable  masses;  they  seem  to  have 
little  pathological  significance.  Not  infrequently  thin  plates  of  new- 
formed  boDe  are  found  in  the  pia  mater,  associated  with  a  thickening  of 
the  membrane. 


PARASITES. 
Cysticercus  has  lieen  observed  in  the  pia  mater. 
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THE  DVB  A  MA  TEE  SPINALIS. 

The  dura  mater  spinalis,  unlike  that  of  the  brain,  does  not  serve  as  periosteum  to 
the  bones  forming  the  cavity,  so  that  the  lesions  of  the  two  membranes  differ  somewhat. 


Haemorrhage  may  occur,  as  the  result  of  injury,  between  the  dura 
mater  and  periosteum,  or  it  may  occur  in  tetanus,  as  a  result  of  circula- 
tory changes  induced  by  muscular  spasm,  or  in  the  asphyxia  of  new- 
born children.  Small  haemorrhages  on  the  surfaces  of  the  membrane 
may  occur  as  the  result  of  inflammation. 

Serous  fluid  may  accumulate  outside  of  the  dura  mater  as  a  result  of 
post-mortem  changes,  or  in  connection  with  circulatory  or  inflammatory 
changes  in  the  membranes. 

INFLAMMATION.    (Pachymeningitis. ) 

Acute  external  pachymeningitis  is  usually  secondary  to  disease  or  in- 
jury of  the  spinal  column,  and  may  result  in  collections  of  pus  between 
the  dura  mater  and  periosteum,  usually  most  abundant  posteriorly. 
Hemorrhagic  pachymeningitis  occurs  in  the  dura  mater  spinalis,  with  the 
formation  of  products  similar  to  those  observed  in  the  brain,  in  the 
chronic  insane  and  in  drunkards.  Simple  chronic  pachymeningitis  interna 
with  the  formation  of  new  connective  tissue  containing  brain  sand,  is  not 
infrequent.  The  new  tissue  may  form  minute  projections  of  the  surface, 
or,  when  more  abundant,  the  psammomata.  Tuberculous  inflammation  of 
the  dura  mater  spinalis  may  occur  in  connection  with  tuberculous  men- 
ingitis, or  be  secondary  to  tuberculous  inflammation  of  the  vertebrae. 

TUMORS. 

Fibromata,  lipomata,  chondromata,  myxomata,  endotheliomata,  and  adeno- 
sarcomata  occur  in  the  dura  mater  spinalis  as  primary  tumors.  Carci- 
nomata  and  sarcomata  may  occur  as  secondary  tumors.  Small  plates  of 
new-formed  bone  are  rarely  found  in  the  dura  mater  spinalis. 

PARASITES. 

Echinococcus  developing  outside  of  the  spinal  canal  may  perforate  the 
dura  mater;  or  the  cysts  may  lie  between  the  dura  mater  and  the  pia 
mater. 

THE  PIA   MATER  SPINALIS. 

It  is  difficult  in  most  cases  in  the  pia  mater,  as  well  as  in  the  dura  mater  spinalis 
and  in  the  spinal  cord,  to  judge  with  certainty,  from  the  appearances  after  death  of 
the  blood  contents  of  the  vessels,  of  these  parts  during  life.    The  same  is  true  of  abnor- 
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mal  quantities  of  serum  found  after  death.  The  veins  of  the  pia  mater,  especially  in 
the  posterior  region,  may  be  greatly  distended  with  blood  after  death,  without  pre- 
existing disease;  and  the  intermeningeal  space  may  contain  much  fluid  under  the  same 
condition. 


Haemorrhages  may  occur  from  injury  in  connection  with  severe  con- 
vulsions, or  general  diseases  such  as  the  hemorrhagic  diathesis,  scurvy, 
smallpox,  etc.  The  haemorrhages  under  these  conditions,  except  from 
injury,  are  not  usually  extensive.  But  in  some  cases  of  injury  or 
cerebral  apoplexy,  from  the  bursting  of  aneurisms  of  the  basilar  or 
vertebral  arteries,  or  in  cases  in  which  we  cannot  find  a  cause,  a  very- 
large  quantity  of  blood  may  collect  between  the  dura  and  pia  mater, 
and  in  the  meshes  of  or  beneath  the  latter. 


INFLAMMATION.     (Meningitis.) 

Acute  exudative  spinal  meningitis  occurs  under  essentially  the  same 
conditions  and  with  essentially  the  same  post-mortem  appearances  as 
acute  cerebral  meningitis,  though  it  is  less  frequent.  The  exudate  is 
apt  to  be  most  abundant  in  the  posterior  portions.  It  may  be  asso- 
ciated with  a  similar  inflammation  of  the  pia  mater  cerebral  is,  and  the 
inner  surface  of  the  dura  mater  may  be  involved.  The  disease  may  be 
circuniscril)ed,  but  usually  affects  the  entire  length  of  the  membrane. 

Chronic  spinal  meningitis  is  not  infrequent,  manifesting  itself  in  the 
formation  of  larger  or  smaller  patches  of  new  connective  tissue  or  thick- 
enings of  the  pia  mater.  The  pia  and  dura  mater  may  thus  be  firmly 
united  in  places  by  adhesions,  or  the  pia  mater  may  become  closely  ad- 
herent to  the  substance  of  the  cord. 

Not  very  infrequently  large  numbers  of  pigment  cells  are  found  in 
the  pia  mater  spinalis,  sometimes  giving  it  a  distinct  gray  or  blackish 
color. 

Tuberculous  inflammation  is  usually  most  marked,  when  associated 
with  a  similar  condition  of  the  pia  mater  cerebral  is,  in  the  upper  por- 
tions of  the  cord ;  but  it  may  extend  over  the  entire  membrane.  The 
conditions  under  which  it  ocelli's  and  the  character  of  the  lesions  are 
similar  in  both. 

TUMORS. 

Fibromata,  myxomata,  sarcomata,  and  endotheliomata  have  been  found. 
Small  plates  of  cartilage  and  bone  (Fig.  419)  are  sometimes  found  in 
the  pia  mater. 

PARASITES. 

Cysticercus  sometimes  occura  iu  the  meshes  of  the  pia  mater. 
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THE    VENTRICLES   OF  THE  BE  A  IS.     THE  EPENDYMA  AND 

CHOROID   PLEAT'S. 

GENERAL   CONSIDERATIONS. 

As  the  lymph -spaces  of  the  pia  mater  and  the  ventricles  of  the  braiu 
are  in  communication,  it  might  be  supposed  that  they  would  share  alike 
in  the  accumulation  of  fluids.  This,  however,  is  not  the  case.  The 
membranes  of  the  brain  may  be  highly  cedematous  while  the  ventricles 
contain  about  the  normal  quantity  of  fluid;  or,  on  the  other  hand,  the 
ventricles  may  be  widely  dilated  and  the  pia  mater  unusually  dry.  Many 
of  these  varying  conditions  may  be  understood  by  remembering  that  the 
skull  and  spinal  canal  form  a  closed  cavity,  and  that  accumulations  of 
fluid  in  one  part  must  be  at  the  expense  of  some  material  occupying 
other  parts,  either  blood,  serum,  or  brain  tissue.  It  is  not  always  easy 
to  see,  however,  exactly  how  the  compensation  occurs. 

There  may  be  an  unusual  amount  of  fluid  in  the  ventricles  of  the 
braiu  as  a  result  of  post-mortem  change;  in  connection  with  senile  or 
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other  atrophy  of  the  brain,  or  in  the  general  vascular  changes  which  lead 
to  o-dema  of  the  brain ;  in  connection  with  inflammation  of  the  meninges 
or  of  the  ependyma;  or  under  conditions  which  we  do  not  understand, 
as  in  some  cases  of  congenital  and  acquired  hydrocephalus.  Accumula- 
tions of  fluid  in  the  ventricles  are  often  called  internal  hydrocephaly  to 
distinguish  them  from  accumulations  in  the  meninges — external  hydro- 
cephalus. 

INFLAMMATION.  (Ependymitia.) 
Acute  Ependymitia. — In  this  condition,  which  may  occur  by  itself,  but 
is  usually  associated  with  inflammation  of  other  parts  of  the  brain,  the 
ependyma  is  congested,  the  vessels  are  more  prominent  than  usual  and 
are  often  tortuous.  The  ependyma  and  the  adjacent  brain  tissue  may  be 
thickened  and  infiltrated  with  pus  ceils,  and  the  surface  of  the  ependyma 
covered  with  fibrin  and  pus  in  variable  quantity  (Fig.  420).  The  cavi- 
ties of  the  ventricles  may  contain  purulent  scrum.  Small  hemorrhages 
may  also  be  present  in  the  tissue  of  the  ependyma.  This,  as  well  as 
other  forms  of  inflammation,  is  more  common  in  the  lateral  ventricles 
than  in  the  others,  but  not  infrequently  involves  the  fourth  ventricle. 
The  choroid  plexus  may  participate  in  the  inflammatory  changes  of  the 
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ependyma.     Tuberculous  inflammation  of  the  ependyma  is,   as  above 
mentioned,  a  not  infrequent  accompauiineut  of  tuberculous  meningitis. 

Chronic  Ependymitis. — This  lesion,  which  is  much  more  common  than 
simple  aeute  inflammation  of  the  ependyma,  occurs  under  a  variety  of 
conditions,  and  its  nature  and  causation  are  in  general  very  obscure. 
The  ependyma  is  thicker,  whiter,  aud  more  opaque  thau  normal,  so  that 
the  vessels  may  be  nearly  or  quite  invisible.     The  thickenings  may  oc- 
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cur  in  patches  or  diffusely,  and  the  surface  of  the  ependyma  may  lie 
smooth,  or  roughened  and  granular.  On  microscopical  examination  the 
surface  of  the  ejiendyuia  may  be  covered  with  the  usual  epithelium,  but 
the  new  connective  tissue  which  forms  beneath  it  often  raises  it  up  >n 
places,  causing  the  roughness  of  the  surface.  The  new  tissue  is  usually 
lather  loose  in  texture  and  may  contain  many  small  spheroidal  cells;  but 
it  may  be  dense  in  texture  and  contain  few  cells.  The  brain  tissue  be- 
neath the  thickened  ependyma  may  be  softened  or  infiltrated  with  cells. 
The  sides  of  the  ventricles  may  l>e  grown  together  in  places  by  the  adhe- 
sion of  the  thickened  and  roughened  ependyma.  The  ventricles  usually 
contain  more  serum  than  normal,  and  sometimes  this  accumulation  is 
so  great  as  to  cause  an  enormous  dilatation  of  them.  While  these  are 
in  general  the  prominent  lesions  in  chronic  inflammation  of  the  epeu- 
dyum,  the  cases  vary  greatly  in  the  degree  to  which  these  changes  are 
developed. 

The  accumulation  of  fluid  and  the  dilatation  of  the  ventricles  being 
the  most  marked  feature  in  all  this  class  of  lesions,  they  arc  often  called 
chivair  InjilriH-ephalm.  but  in  many  cases  we  have  no  evidence  that  the 
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change  in  the  opeudyma  is  au  important  or  even  an  actual  primary 
factor. 

Hydrocephalus. — We  may,  for  convenience  of  study,  consider  three 
classes  of  cases  of  hydrocephalus:  first,  congenital  hydrocephalus  in  young 
children;  second,  secondary  hydrocephalus  in  children  and  adults;  third, 
primary  hydrocephalus  in  adults. 

1.  Congenital  Hydrocephalus. — The  lesion  may  be  in  an  ad- 
vanced stage  at  the  time  of  birth,  or  it  may  be  scarcely  evident  or  but 
moderately  developed.  It  may  progress  rapidly  and  cause  the  early 
death  of  the  child,  or  it  may  develop  gradually  or  come  to  a  standstill. 
In  the  more  marked  forms  of  the  disease  the  ventricles  are  widely  dilated 
( Fig.  421 )  and  filled  with  serum,  which  is  usually  transparent.  Not  only 
the  lateral  ventricles,  but  also  the  third  and  fifth,  may  be  involved;  the 
fourth  is  less  apt  to  participate  in  the  lesion,  although  it  is  sometimes 
dilated,  as  well  as  the  central  canal  of  the  cord. 

The  distention,  especially  of  the  lateral  ventricles,  may  be  so  great 
that  the  brain  tissue  over  the  vertex  is  crowded  up  into  a  thin  layer  be- 
nealh  the  dura  mater,  or  it  may  be  entirely  destroyed.  When  the  dila- 
tation of  the  ventricles  is  considerable,  the  convolutions  are  flattened 
and  may  be  almost  entirely  obliterated.  The  skull  bones  may  l»e  thin 
and  bulging  over  the  forehead  and  vertex;  the  fontanels  and  sutures 
widely  open.     The  ependyma  in  these  cases  is  usually  thick  and  rough, 
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but  it  may  be  softened,  and  the  blood-vessels  may  be  dilated.  The  basal 
portions  of  the  brain  may  be  flattened,  but  are  usually  much  less  affected 
than  the  upper  portions.     The  brain  tissue  is  usually  soft  and  anemic. 

2.  Secondary  Hydrocephalus. — This  may  occur  in  children  and 
adults,  and  may  be  a  result  of  epidemic  cerebro- spinal  meningitis,  or  of 
acute  meningitis,  or  of  chronic  meningitis.  It  sometimes  occurs  in 
chronic  alcoholic  poisoning  and  in  general  paralysis  of  the  insane.  The 
amount  of  dilatation  of  the  ventricles  varies  greatly  in  these  cases,  bat 
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it  is  never  so  great  as  in  congenital  hydrocephalus,  and  is  not  accompa- 
nied by  the  changes  in  the  shape  of  the  skull  which  form  so  prominent  a 
feature  iu  the  latter  disease,  since  the  bones  are  firmer  and  the  sutures 
united.  In  this  form  of  chronic  hydrocephalus  the  changes  in  the  epeu- 
dyma  above  described  are  usually  more  or  less  well  marked,  aud  they 
may  be  associated  with  the  production  of  fibrin  and  pus. 

3.  Primary  Hydrocephalus  in  Adults. — The  conditions  leading 
to  this  form  of  lesion  are  not  understood.  It  is  apt  to  occur  in  persons 
over  thirty  years  of  age.  Sometimes  one,  sometimes  both  lateral  ven- 
tricles are  dilated.  The  dilatation  is  usually  moderate,  sometimes  very* 
slight,  and  never  as  great  as  in  congenital  hydrocephalus.  The  ven- 
tricles usually  contain  transparent  serum,  and  the  ependyma  is  thickened 
and  roughened.  In  some  cases  it  is  the  only  lesion  found  to  account  for 
the  death  of  the  patient. 

TUMORS. 

New  formations  of  connective  tissue  in  the  ependi/ma,  although  usually 
diffuse,  may  be  circumscribed  and  form  small,  projecting  connective-tis- 
sue nodules,  which  may  be  reckoned  among  the  fibromata.  Small  fibro- 
mata are  sometimes  detached  from  the  walls  of  the  ventricles  and  lie  free 
in  the  cavity.  Small  lipomata,  angiomata,  and  also  sarcomata  and  glio- 
mata  occur  rarely.  Chondromata  and  angiomata  may  occur  in  the  choroid 
plejcu.%  the  latter  sometimes  being  as  large  as  a  hen's  egg.  The  choroid 
plexus  is  not  infrequently  the  seat  of  transparent  cysts,  usually  of  small 
size ;  they  may  contain  a  clear  fluid,  or  colloid  material,  or  droplets  of 
fat,  or  calcareous  particles.  A  small  dermoid  cyst  containing  hairs  has 
been  described.     The  cysts  have  no  special  pathological  significance. 

Primary  carcinomata  sometimes  involve  the  ventricles. 

The  calcareous  bodies  called  brain  sand1  (see  Fig.  409),  occur  fre- 
quently in  the  choroid  plexus,  and  corpora  amylacea  may  occur  here  and 
beneath  the  ependyma. 

PARASITES. 

Cysticercus  and  echinococcus  cysts  ait*  sometimes  attached  to  the  walis 
of  the  ventricles  or  mav  be  free  in  their  cavities. 


The  Brain  and  Spinal  Cord. 

Malformations  of  the  Brain. 

Cyclopia. — This  malformation  consists  iu  an  arrest  of  development  affecting  the 
cerebrum,  which,  instead  of  separating  into  two  hemispheres,  remains  single,  with  one 
ventricle,  and  the  rudiments  of  the  eyes  usually  become  joined  and  form  one  eye.  This 
single  eye  is  in  the  middle  of  the  face,  near  the  place  of  the  root  of  the  nose,  in  a  single 

1  The  little,  hard  masses  called  brain  sand  consist  of  aggregations  of  small  particles 
of  carbonate  and  phosphate  of  lime  with  a  small  amount  of  phosphate  of  ammonia  aud 
magnesium.     With  these  there  is  more  or  less  organic  matter. 
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orbit.  Over  this  is  an  irregular  body  representing  the  nose.  The  rest  of  the  face  is 
well  formed.  The  eyeball  may  be  wanting  entirely,  or  there  are  two  eyes  joined  to- 
gether, or,  more  seldom,  two  separate  eyes.  The  orbit  is  surrounded  by  rudiments  of 
four  eyelids.  The  frontal  bone  is  single,  the  nasal  bones  are  undeveloped ;  the  ethmoid, 
vomer,  and  turbinated  bones  are  absent.  The  optic  nerve  is  double,  single,  or  absent. 
There  may  be  hydrocephalus.     Such  children  are  incapable  of  prolonged  existence. 

Anencepiialia. — This  malformation  may  be  of  various  degrees.  The  brain  may 
be  entirely  absent,  the  base  of  the  cranium  being  covered  with  a  thick  membrane,  into 
which  the  nerves  pass.  The  membranes  may  form  a  sort  of  cyst  containing  blood  and 
serum,  or  portions  of  brain.  Of  the  cranial  bones,  only  those  which  form  the  base  of 
the  skull  are  present  (acrania).  The  scalp  is  usually  partly  or  entirely  absent  over  the 
opening  in  the  skull;  the  eyes  are  prominent,  and  the  forehead  slopes  sharply  back- 
ward.    This  malformation  may  occur  in  otherwise  well-developed  children. 

Hydrocephalus. — This  lesion  has  been  already  considered  above.  It  is  proba- 
ble that  in  some  cases  hydrocephalus  interims  is  due  to  a  primary  partial  anencepiialia, 
and  that  the  accumulation  of  fluid  is  of  secondary  occurrence.  In  rare  cases,  only 
part  of  one  lateral  ventricle  is  hydrocephalic,  giving  to  the  head  a  protuberance  on  one 
side.  The  viability  of  the  fcetus  depends  upon  the  degree  of  the  hydrocephalus. 
Hydrocephalus  externum  is  an  accumulation  of  serum  beneath  the  pia  mater,  or,  according 
to  some  authors,  between  the  pia  and  dura  mater.  It  causes  dilatation  of  the  cranium 
and  compression  of  the  brain.  It  is  of  very  rare  occurrence,  and  may  also  be  secondary 
to  partial  anencepiialia. 

Cepiialocele,  ok  Bkain  Hernia. — When  abnormal  openings  exist  in  the  skull 
from  malformation,  the  contents  of  the  cerebral  cavity  are  apt  to  protrude  in  the  form 
of  larger  or  smaller  sacs.  This  may  occur  in  cases  of  well-marked  anencepiialia  or  in 
cases  in  which  the  brain  is  well  developed.  The  protruding  sac  formed  of  the  meninges 
may  or  may  not  be  covered  with  skin.  If  the  contents  of  the  sac  are  simply  fluid,  the 
lesion  is  called  hydromeningocele ;  if  composed  of  brain  substance,  encephalocele  ;  if  the 
sac  contain  both  fluid  and  brain  substance,  it  is  called  hydrcncephalocele.  The  sacs  may 
lie  very  small  or  as  large  as  a  child's  head.  They  may  protrude  from  the  top  of  the 
skull  in  acrania.  They  most  frequently  protrude  through  openings  in  the  occipital 
bone,  often  hanging  down  in  large  sacs  upon  the  neck;  also  at  the  root  of  the  nose, 
along  the  line  of  the  sutures,  at  the  base  of  the  skull,  and  elsewhere. 

Microcephalia. — This  is  an  abnormally  small  size  of  the  brain,  with  a  correspond- 
ingly small  cranium.  The  diminution  in  size  affects  principally  the  cerebral  hemi- 
spheres, though  the  other  parts  of  the  brain  are  also  small.  Thus  the  cerebellum  may 
be  of  extremely  small  size.  The  cord  may  be  smaller  than  normal,  in  which  case  the 
diminution  in  size  is  apt  to  show  a  direct  dependence  upon  the  cerebral  lesions,  the 
direct  and  the  crossed  pyramidal  tracts  being  most  affected.  There  may  also  be  present 
imperfect  development  of  the  posterior  columns  and  of  the  direct  cerebellar  tracts.  The 
convolutions  are  few  and  simple,  the  cavities  often  dilated  with  serum;  on  the  mem- 
branes there  may  be  traces  of  inflammation.  The  cranium  is  small,  the  face  large,  the 
rest  of  the  body  small.  The  malformation  is  in  some  cases  caused  by  inflammation  or 
dropsy  of  the  brain  during  foetal  life.  It  is  endemic  in  some  countries,  buc  single  cases 
may  occur  anywhere.  The  foetus  is  viable.  Absence  or  incomplete  development  of 
portions  of  the  brain  may  occur,  not  only  in  idiots,  but  in  persons  whose  minds  are 
perfect.1 

Malformations  of  the  Spinal  Cord. 

The  malformations  of  the  spinal  cord  may  be  conveniently  classed  as  follows  (Van 
Gieson9) : 

I.  Congenital  Deformities  Associated  with  Monstrosities,  and  Incompatible 
with  Extra-Uterine  Life. 

1  For  a  general  consideration  of  malformations  of  the  central  nervous  system  con- 
sult Thoma,  "Text-Book  of  Pathological  Anatomy,"  vol.  i..  p.  206  et  seq. 

9  Van  Gieson,  "Artefacts  of  the  Nervous  Svstem,"  New  York  Medical  Journal,  vol 
lvi.,  pp.  837,  365,  421,  1892. 
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These  may  be  divided  Into: 

1.  Amgtiiii,  or  absence  of  Hie  spinal  cord.  This  is  almost  invariably  associated 
with  absence,  of  the  brain. 

2.  Atiiomyeliii,  or  partial  development  of  the  spinal  cord.  This  is  often  seen  in  the 
anencephnlous  or  neephalic  monsters,  where,  corresponding  to  t  lie  Incompletely  developed 
brain,  there  may  be  various  degrees  of  defective  development  in  the  length  of  the  cord. 

3.  Diimlriniiliimyeliii,  a  condition  in  which  a  portion  or  the  whole  of  the  cord  is 
split  into  two  lull-mi  halves.  Each  half  of  the  cord,  being  enveloped  in  its  own  mem 
brum's  ami  giving  rise  to  its  own  nerve  roots,  may  fuse  together  to  form  a  single  cord 
at  some  region. 

4  Dijiluiiii/eliii,  or  n  formation  of  two  spinal  cords— a  duplication  of  the  spinal  cord. 
This  hapjiens  in  the  various  kinds  of  double  monsters. 

II.  Minor  Congenital  Malformations  not  Inconsistent  with  the  Mainte- 
nance of  Like. 

1.  Hj/ilr'irrlt'K-Iti*  interna  isa  defective  closure  or  arrangement  of  the  divisions  of  the 
primary  fu'tal  central  canal  often  resulting  in  the  dilatation  of  the  central  canal  by  fluid 
{llytlriimyelitt)  (Fig.  422).  This  diktat  ion  may  be  moderate,  or  so  extreme-  that  but 
little  of  I  lie  substance  of  the  cord  is  left  as  a  thin  shell  around  the  central  cavity.  When 
they  have  not  been  destroyed  by  atrophy,  epithelial  cells  may  be  found  lining  the  cavity. 


><-:,  ■  ::   :."  K-'--^ 


pHIs  sun-oundlnft  Uie  dilated  rratrel  " 


This  condition  may  be  accidentally  found  after  death.     Its  presence  may  also  be 
Heated  by  its  association  with  spina  bifida.' 
2.    IUIir<,l.,j,iii ,  or  misplacement  uf  the  substances  of  the  cord. 
(.r)  There  may  lie  misplaced  portions  of  ihe  gray  matter. 
(6)  Portions  of  the  white  matter  may  be  arranged  in  an  unusual  manner. 
8.   Ato'iiuilit*  •;/'  Ihe  S/hhiiI  AVrrt  JiouU. 
4.   .Ugutmrtrii*  «/' Ihr .«/«""'  <''"^- 

III     MALFORMATIONS   .IP    THE    Sl'INAI.   CoKIl    AcQIIIlEr.   DI'MXA    EXTRA-l'TERmi 

w.  ok  Skcoxiiakv  to  Dkvkitjvk  1>evki.opmknt  is  Other.  Parts  of  the  Body. 

1.  Distortions  following  oilier  cord  lesions. 

2.  Asymmetry  of  the  curd  due  to  arrested  development  after  birth  or  to  secondary 
ophy  of  portion*  of  the  corcl  in  association  with  defective  development  or  absence  of 

1  I'ndcr  this  siitidivisiiHi  tin-  r-iindiiion  known  !i~  hiiiir<>rrhi>rhi»  erkrna  may  be cnn. 
iiii-nth  :illiiili-il  In.  which  consists  in  an  alinonnal  congenital  ace um illation  of  fluid 
iween  the  meninges  of  the  cord,  causing  more  or  less  diminution  in  Ihe  volume  of  the 
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r  muscles. 


3.  Asymmetry  of  the  cord  with  congenital  defects  of  the  extremities  o 
such  its  i [it ra-  uterine  or  other  amputations,  clubfoot,  etc, 

4.  Variations  in  the  volume  of  the  cord  as  a  whole. 

Fai.sk  Heterotopia. — Congenital  displacement  of  the  gray  or  white  matter  of  the 
spinal  cord — heterotopia — lias  been  frequently  described.  Van  Giesou1  has  shown,  how- 
ever, that  in  a  large  proportion  of  cases  the  so  culled  heterotopia  is  an  artefact  (Fig. 
423)  nod  has  been  caused  by  bruises  or  careless  handling  of  the  curd  during  its  removal 
from  the  Wly  or  in  the  process  of  examination  or  hardening. 

Spina  Bifida. — In  the  majority  of  cases  hydrorrhachis  is  accompanied  by  a  more  or 
lira  complete  lack  of  closure  of  the  spinal  canal  posteriorly,  so  that  the  collections  of 
fluid  within  may  pouch  outward  through  the 
opening  in  the  form  of  a  sac.  The  sac  may 
lie  covered  by  skin,  or  this  may  be  absent, 
either  from  the  beginning  or  as  a  result  of 
thinning  and  rupture.  The  walls  of  the  sac 
may  consist  of  the  dura  mater  and  the  pia 
mater,  or,  in  cases  of  hydrorrhachis  externa, 
of  the  dura  mater  alone:  when  both  arc  pres- 
ent they  are  usually  more  or  less  fused  to- 
gether. Inside  of  the  membranes  of  the  sac 
there  may  be  a  shell  of  distended  nerve  tis- 
sue of  the  cord;  or  the  spinal  cord  maybe 
split  posteriorly  aud  the  sides  crowded  side- 
ways; or  there  may  be  a  rudimentary  frag- 
ment of  the  cord  suspended  In  the  sac  or  at- 
tached to  the  walls;  or  the  cord  may  be  but 
little  changed  am)  remain  inside  the  spinal 
canal.  The  openings  in  the  spinal  canal  may 
be  due  to  the  complete  or  partial  absence  of 
the  vertebral  arches,  or  more  rarely  tbe  sac 

may  protrude  through  openings  between  the  completely  formed  arches.  Spina  bifida 
most  frequently  occurs  in  the  lumbar  and  sacral  regions,  but  it  may  occur  in  the  dor- 
sal or  cervical  regions,  or  the  canal  may  be  open  over  its  entire  length.  Very  rarely 
it  is  open  on  the  anterior  surface.  The  protruding  sac  may  be  very  small  or  as  large 
as  a  child's  head.  The  fluid  in  the  sac  is  usually  clear,  but  may  be  turbid  from  flocculi 
of  degenerated  nerve  tissue. 


Section 


-d  Imiii  the 


INJURIES  OF  THE  BttATN. 

The  brain  may  be  directly  wounded  by  a  foreign  body,  or  indirectly 
by  fragments  of  bone  driven  into  it,  or  it  may  be  lacerated  by  severe 
contusion  without  fracture  or  solution  of  continuity  of  the  skull.  It 
is  very  difficult  to  estimate  the  degree  of  injury  which  must  cause 
death,  since  some  persons  die  from  slight,  and  others  recover  from  very 
severe,  wounds  of  the  brain.  In  incised  wounds  of  the  brain  more  or 
less  (Hemorrhage  occurs  at  the  seat  of  lesion,  and  the  brain  tissue  in  the 
vicinity  soon  undergoes  degenerative  changes.  These  may  be  compara- 
tively slight  or  extensive.  Inflammatory  reaction  may  occur  in  the  vi- 
cinity, and  the  adjacent  brain  tissue,  as  well  as  the  ha?morrhagic  and  de- 
generated area,  may  become  infiltrated  with  pus  cells.  After  a  time  the 
injured  and  degenerated  area  may  become  surrounded  by  new-formed 
connective  tissue,  and  the  decomposed  extravasated  blood  and  detritus 
1  Van  Gitmn,  New  York  Medical  Journal,  vol.  hi.,  pp.  337,  303,  431.  IBM. 
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of  brain  tissue,  more  or  less  fatty,  may  be  absorbed,  and  thus  after  a 
time  the  part  heals  by  a  more  or  less  pigmented  cicatrix.  The  healing  is 
in  most  cases  very  slow  and  may  occupy  months  or  even  years.  The  pia 
mater  may  participate  to  a  marked  degree  in  the  inflammatory  healing 
process.     Abscesses  may  form  near  the  seat  of  injury. 

After  wounds  which  involve  the  removal  of  portions  of  the  cranial 
bones,  it  is  not  uncommon  after  a  few  days  to  see  a  bleeding  fungous 
mass  project  through  the  opening.  This  mass,  sometimes  wrongly  called 
hernia  cerebri,  consists  of  degenerated  brain  tissue,  blood,  and  granula- 
tion tissue,  with  more  or  less  pus.  The  brain  tissue  below  it  is  degener- 
ated, soft,  broken  down,  and  purulent,  and  there  is  often  abscess  in  the 
adjacent  brain  tissue.  Such  wounds  may  finally  heal  by  the  absorption 
of  the  broken-down  brain  tissue  and  blood,  and  its  substitution  by  grau- 
ulation  tissue. 

Lacerations  of  the  brain  tissue  without  fracture  may  appear  shortly 
after  the  injury  as  simple  more  or  less  circumscribed  areas  of  capillary 
haemorrhage;  the  brain  tissue  about  these  may  degenerate,  pus  may 
form,  and  abscesses  be  developed ;  or  the  degenerated  and  lacerated  tis- 
sue may  be  gradually  replaced  by  granulation  tissue  which  finally  forms 
a  cicatrix.  The  process  of  degeneration  and  softening  and  of  healing 
in  such  lacerations  of  brain  tissue  may  occur  very  slowly  indeed,  even 
occupying  years,  and  not  infrequently  the  degenerative  changes  are  very 
extensive  and  progressive.  In  many  cases,  of  course,  the  injury  is  so 
extensive,  or  involves  such  important  parts  of  the  organ,  that  very  little 
or  no  inflammatory  or  degenerative  change  takes  place  before  death. 

INJURIES  OF  THE  CORD. 

The  spinal  cord  may  be  compressed  or  lacerated  by  penetrating 
wounds,  by  fracture  or  dislocation  of  the  vertebne,  or  by  concussion 
without  injury  to  the  vertebne.  The  spinal  cord  is  found  simply  disin- 
tegrated, or  there  may  be  much  haemorrhage  and  the  disintegrated  nerve 
tissue  be  mixed  with  blood.  If  life  continue,  the  nerve  elements  mav 
degenerate;  0 luge's  corpuscles  and  free  fat  droplets  may  form ;  blood 
pigments  maybe  formed;  and  when  inflammation  supervenes  more  or 
less  pus  may  be  intermingled  with  the  degenerated  material.  There  may 
l>e  marked  changes  in  the  minute  structure  of  the  cord,  without  any 
change  being  evident  to  the  naked  eye. 

INJURIES   TO  NERVES. 

The  secondary  effects  of  injuries  to  nerves  are  descril>ed  in  the  sec- 
tion on  degenerations  following  injury.  After  amputation  of  a  limb, 
there  often  occur  swellings  of  the  peripheral  ends  of  the  divided  nerve 
trunks.  These  bulbous  ends  are  called  false  or  amputation  neuromata. 
They  are  made  up  almost  entirely  of  fibrous  tissue,  although  nerve  fibres 
have  been  found  in  them. 


tenets;  if  after  !his,  the  inner  table  of  tlie  skull  may  be  eroded  and 
thinned.  When  (lie  cranium  is  opened  the  dura  mater  appears  tense  ami 
Bnaonic,  the  convolutions  of  the  brain  are  flattened,  the  brain  substance 
is  Ann  and  amende,  the  ventricles  are  small,  the  ganglia  and  cerebellum 

are  either  of  normal  size  or  compressed. 

The  disease  is  usually  very  ehronie.  and  destroys  life  with  symptomfl 
of  compression  of  the  brain.  There  may,  however,  be  acuta  cxaccilui- 
lions. 

Atrophy. — This  may  occur  as  a  senile  change,  or,  in  adults,  in  chronic 
alcohol.  o|iium.  or  lead  poisoning,  in  ehronie  Insanity,  and  in  chronic 
meningitis  or  from  local  interference  with  the  circulation.      In  children 

who  are  amen  reduced  by  ehronie  diseases  atrophy  of  the  brain  may  ac- 
company alrophy  of  the  rest  of  the  body. 
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arteries  from  thrombi,  emboli,  inflammatory  changes,  spasmodic  contrac- 
tions, etc.,  or  from  tumors,  exudations,  and  blood  extravasations  press- 
ing upon  the  vessels  from  without.  In  oedema  of  the  meninges,  and  in 
the  presence  of  internal  hydrocephalus,  the  brain  tissue  is  apt  to  be 
amcmic.  The  brain  tissue  in  anaemia  looks  whiter  than  usual,  the  con- 
trast lietween  the  gray  and  the  white  matter  is  less  marked,  and  the 
small  blood  points  usually  seen  on  section  from  divided  vessels  may  be 
very  inconspicuous  or  almost  entirely  absent. 


(Edema. 

(Edema  of  the  brain  tissue  may  accompany  either  general  or  local- 
ized hyperemia,  or  it  may  accompany  anamiia,  and  it  seems  in  most  cases, 
though  not  always,  to  be  dependent  upon  conditions  which  induce  these 
alterations  in  the  blood  contents  of  the  brain.  It  is,  perhaps,  most  com- 
mon in  conditions  which  determine  a  passive  hyperemia.  In  some  cases 
of  marked  impoverishment  of  the  blood  a  so-called  hydremic  oedema  of 
the  brain  is  found. 

In  cedema  the  brain  tissue  appears  unusually  wet  and  shiny.  The 
same  underlying  condition  is  apt  to  determine  an  exudation  into  the 
membranes  and  ventricles.  There  is  usually  considerable  distention  of 
the  perivascular  lymph -spaces. 

Marked  <i*dema  of  the  brain  may  exist  without  brain  symptoms.  On 
the  other  hand,  j>ersons  may  die  comatose  with  no  other  gross  lesion  than 
cedema,  either  with  or  without  oedema  of  the  pia  mater.  This  is  seen 
with  especial  frequency  in  acute  and  chronic  alcohol  poisoning,  but  may 
occur  under  other  conditions.  A  careful  microscopical  examination  of 
the  brain  under  these  conditions  will  frequently  reveal  structural  lesions 
of  more  serious  import  than  the  oedema. 

Vnder  the  designation  of  "serous  apoplexy,"  oedema  of  the  brain  was 
formerly  considered  of  importance,  in  the  absence  of  other  lesions,  as  a 
cause  of  death.  Hut  increased  knowledge  has  led  to  the  general  belief 
that  simple  cerebral  (edema  as  an  independent  condition  has  not  the  sig- 
nificance formerly  ascril>e(l  to  it,  and  it  should  be  accepted,  if  ever,  with 
great  reserve  as  a  cause  of  death. 

HEMORRHAGE. 

Haemorrhages  in  the  substance  of  the  brain  may  l>e  very  small  and  punc- 
tate, and  arc  then  usually  called  capillary  haemorrhage*  :  or  they  may  re- 
sult in  the  collection  in  the  brain  tissue  of  masses  of  blood  of  consider- 
able size,  which  are  called  apoplectic  foci  or  clots.  These  forms  of 
lucmorrhagcs  may  be  associated,  or  a  numl>er  of  capillary  hemorrhages 
mav  join  to  form  an  extensive  clot. 

Capillary  ha'iitorrhages  may  appear,  on  section  of  the  brain,  like  the 
severed  ends  of  hypenemie  blood-vessels,  or  the  tissue  about  them  may 
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be  more  or  less  tinged  with  blood.  Microscopically,  the  perivascular 
spaces  are  distended  with  blood,  which  may  have  escaped  into  them; 
this  is  associated  with  more  or  less  broken  -down  brain  tissue.  The  haem- 
orrhages may  be  single,  but  are  frequently  multiple,  so  that  the  brain 
tissue  is  besprinkled  with  blood  points.  Degeneration  of  the  extrava- 
sated  blood  may  give  rise  in  later  stages  to  reddish  or  brown  or  yellowish 
circumscribed  discoloration  of  the  brain  tissue,  due  to  granules  and  crys- 
tals of  blood  pigment  intermingled  with  broken-down  brain  tissue,  with 
more  or  less  fatty  degeneration  of  its  elements.  Capillary  haemorrhages 
may  be  due  to  fatty  degeneration  of  the  vessels  leading  to  rupture ;  or 
the  extravasation  may  be  due  to  diapedesis,  or  it  may  depend  upon  con- 
ditions which,  we  do  not  understand.  They  frequently  occur  in  the 
vicinity  of  apoplectic  clots  and  tumors,  they  may  be  due  to  thrombosis 
of  the  veins  or  of  the  sinuses  of  the  dura  mater;  they  not  infrequently 
occur  in  acute  encephalitis,  in  congestive  hyperemia,  in  acute  mania, 
and  in  delirium  tremens;  and  they  may  be  associated  with  general  dis- 
eases, such  as  scurvy,  purpura  haemorrhagiea,  typhus  fever,  pyaemia, 
ulcerative  endocarditis,  etc. ;  they  may  be  associated  with  embolic  soft- 
ening. 

Apoplectic  foci  may  result  from  the  coalescence  of  numerous  capillary 
haemorrhages ;  from  injury,  or  from  rupture  of  diseased  arteries,  either 
with  or  without  changes  in  the  blood  pressure.  Hemorrhages  from  in- 
jury to  the  skull  may  occur  as  well  without  as  with  fracture,  and  may  be 
situated  over  the  vertex  as  well  aa  at  the  base  of  the  brain,  and  van*  in 
extent  and  seat,  depending  upon  the  character  and  point  of  the  injury 
and  the  size  of  the  vessels  involved.  The  so-called  spontaneous  haemor- 
rhages, other  than  those  of  capillary  origin,  which  give  rise  to  masses  of 
blood  and  broken-down  brain  tissue,  may  vary  in  size  from  that  of  a  pea 
to  those  occupying  a  large  part  of  a  hemisphere.  They  are  due,  in  a 
very  considerable  proportion  of  cases,  to  the  rupture  of  small  arterial 
aneurisms,  but  may  arise  from  weakening  of  the  walls  of  the  arteries, 
from  arteritis,  atheroma,  or  fatty  degeneration.  These  latter  forms  of 
lesions  doubtless  give  rise  in  most  cases  to  the  formation  of  the  aneurisms 
whose  rupture  is  in  so  many  cases  the  immediate  cause  of  the  haemor- 
rhage. 

Aneurisms  of  the  cerebral  arteries  may  be  as  large  as  a  pea  or 
hazelnut,  but  those  most  frequently  met  with  and  causing  apoplexy  are 
usually  small — called  miliary  aneurisms — and  may  be  microscopic  in 
size,  varying  from  this  up  to  that  of  a  large  pin's  head  or  larger.  They 
may  be  sacculate  or  fusiform,  and  frequently  exist  in  considerable  num- 
bers. They  may  occur  in  any  of  the  small  arteries  of  the  brain,  but  are 
said  to  be  most  frequent  on  the  branches  of  the  middle  cerebral  artery. 
It  is  asserted  that  the  bursting  of  miliary  aneurisms  is  the  nearly  if  not 
quite  exclusive  cause  of  the  formation  of  spontaneous  apoplectic  clots, 
but  this  we  do  not  believe  to  be  true. 

As  to  the  immediate  cause  of  rupture,  either  of  aneurisms  or  other- 
wise diseased  blood-vessels  in  the  brain,  we  are  in  many  cases  en**1 
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ignorant.  In  some  cases  it  seems  to  be  clue  to  an  increased  arterial  ten- 
sion in  such  diseases  of  the  heart  as  induce  this  change,  as  in  the  car- 
diac hypertrophy  which  may  accompany  some  forms  of  chronic  diffuse 
nephritis;  or  it  may  result  from  unusual  exertion  or  mental  excitement. 

The  most  frequent  seat  of  haemorrhage  is  in  the  corpora  striata  and 
optic  thalami  (Fig.  42(5),  and  the  brain  tissue  in  their  vicinity,  and  here 
they  occur  most  often  in  the  parts  supplied  by  the  branches  of  the  mid- 
dle cerebral  artery.  The  possibility  of  iuemorrhage  in  the  floor  of  the 
fourth  ventricle  should  be  borne  in  mind  in  investigating  cases  of  sud- 
den death  from  obscure  causes. 

Hemorrhages  frequently  seriously  affect  other  portions  of  the  brain 
than  those  immediately  supplied  by  the  ruptured  vessels.  Thus  lueiuor- 
rhages  in  the  cortical  substance  or  beneath  the  pia  mater  may  force  their 
way  deep  into  the  brain  substance;  or,  in  haemorrhage  in  the  brain  sub- 
stance, the  blood  may  burst  into  the  ventricles  or  work  its  way  into  the 
intermeniugeal  space,  and,  either  at  the  seat  of  its  occurrence  or  in  the 
situations  into  which  it  is  forced,  may  give  rise  to  serious  compression 
of  the  brain.  Portions  of  the  brain  containing  large  extravasations  may 
l>e  enlarged,  the  tissue  anemic  from  pressure,  the  convolutions  flattened, 
and  the  surface  dry.  As  the  blood  is  poured  out,  the  brain  tissue  is  usu- 
ally torn  and  lacerated,  so  that  the  apoplectic  clot  usually  consists  of 
detritus  of  brain  tissue  intermingled  with  blood.  If,  however,  the  blood 
is  poured  out  from  a  single  vessel,  the  lacerated  brain  tissue  may  be 
pressed  aside,  and  the  greater  portion  of  the  red  mass  may  consist  of 
pure  blood  clot. 

The  appearances  presented  by  hemorrhages  in  the  brain  vary  greatly, 
depending  upon  the  time  which  has  elapsed  since  their  occurrence.  If 
lite  continue,  the  < edema  which  usuallv  soon  ocelli's  in  the  viciuit  v  of  the 
haemorrhage  disappears  and  the  clot  liccomcs  drier  and  tinner;  gradually 
tin1  blood  undergoes  the  usual  series  of  changes  seen  in  extravasation; 
the  luemoglobin  decomposes,  forming  granules  and  crystals  of  blood  pig- 
ment;  the  blood  cells  and  fibrin  undergo  degeneration  and  absorption; 
the  detritus  of  brain  tissue  undergoes  fatty  degeneration.  As  these  al- 
terations occur  the  color  changes  to  reddish-brown,  orange,  or  yellow, 
and  the  adjacent  brain  tissue  mav  l>e  discolored  bv  imbibition. 

Inflammatory  reaction  may  occur  in  the  vicinity,  leading  either  to  the 
formation  of  a  more*  or  less  pigmented  cicatrix,  or  to  a  cyst  with  yellow- 
ish lluid  contents  and  a  fibrous,  more  or  less  pigmented  wall.  The  prur- 
ess  of  degeneration  and  absorption  of  the  blood  and  broken-down  brain 
tissue,  and  their  replacement  bv  a  cvst  or  bv  a  cicatrix,  is  a  slow  one. 
ami  the  cvsis  and  cicatrices  mav  resemble  those  formed  at  the  scat  of 
embolic  softening.  Not  infrequently  Me  find  in  the  brain  of  a  jiersoii 
dead  from  recent  apoplexy  the  remains  of  old  clots  presenting  some  one 
of  the  a  bo  \  e  described  stages  of  absorption.  The  apoplectic  cysts  and 
cicatrices  per^iM  fur  a  long  time  after  their  formation. 

Secondary  degenerations  .  see  page   741  i    following  lueniorrhages  de- 
pend  entirely  upon    the  cells  destroyed  or  the  fibre  tracts  interrupted 


Must  common  ate  degenerations  of  the  pyramidal  tracts  from  hanaor- 
rbagea  Into  tin-  sensory-motor  region  of  the  cortex,  or  froni  htBmorrhages 
ini'i  the  internal  capsule  (lentioiilo-siriate  artery).  HaHBorrnages  in- 
volving the  optio  centres  or  the  optio  fibres  lead  i"  degeneration  in  the 

n|itii-  tracts.      Hamiorrhages  into  otlier  portions  of  the  lirain.  tiy  destroy- 
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big  commissural  cells  or  Interrupting  their  fibres,  lead  i"  degeneration  of 
intracranial  fibre  tracts. 

Hemorrhage  in  the  Spmal  Cord  is  much  less  frequent  than  in  the  brain, 
but  may  occur  either  as  capillary  apoplexy  or  ;is  larger  apoplectic  Hois. 
Capillary  haemorrhages,  similar  ia  appearance  to  those  of  the  brain,  may 
occur  as  Hi*-  result  of  Injury,  or  near  areas  of  softening  or  tumors,  or  may 
accompany  severe  convulsions,  as  in  tetanus.  Apoplectic  dote,  which 
are  comparatively  rare  in  the  spinal  cord,  are  usually  small,  common^ 


appearance, 
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ignorant.     In  some  cases  it  seems  tu  1«-  due  to  :m  inn 
siim  in  such  diseases  of  tlic  heart  a.s  induce  this  climate^,  jn  jUP  bruin. 
iliac  hypertrophy  which  may  accompany  some  fornix  ■  |f  spontaneous!  v. 
nephritis;  or  it  may  result  from  unusual  exertion  or     ,ioubtedh  in  iu«m 

The  most  freuuent  seat  of  htemorrhage  is  in  t*  ,„  airy  acute  disKiM- 
optic  thalami  (  Fijf.  42ti),  and  the  bruin  tissue  h<  ,rion  of  acute  aivclitis, 
they  occur  most  often  in  the  itarts  supplied  by  rfHf  (lll  wntlf  i,|fi,ii,llw 
die  cerebral  urtei-y.  The  possibility  of  *«n>  ^OkA  myelitis  or  acute 
fourth  ventricle  should  Iks  borne  in  mind'"  ,a  chronic  myelitis  arc  iml 
den  death  from  obscure  causes.  '.-dependent  on  iiiterfeivwr 

1  [ii'iiioriliauvs  frequently  seriously  r  ■  ^ave hwn  ^po^i  j„  sv)1i,j. 
than  those  immediately  supplied  by  *"  JmMn  of  the  cord,  riliimiutu 
rhauw  in  the  cortical  suhstanoe  or  1  ;  >.^,ir  thin-walled  vessels  are  tub- 
way  deep  into  the  brain  subBtanP-  .,  ^^teinorrtaagie  foci  are  found  in 
stance,  the  blood  may  bunt  lot  ^.VJ^idenee  of  Inflammatory  chan^. 
iiiteriiieniugenl  space,  and,  ei'  -V^  the  lines  of  least  resistance,  and 
situations  into  vhfcli  it  is  '  <pit  of  the  cord.     To  such  columnar 

of  the  bruin.     Portions  of  J^  origjn>  the  11iime  /„,„,„/,„„,„/„, 

l>e  enlarged,  the  tissue  s- 
and  the  surface  dry. 
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■  jlfif-  term  is  iiei 
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more  properly  Used  io 

ipinnl  ci ml. 

I  i rely  ahsor)>cil.  They 
ipic  sclerotic  areas.  The  larger 
lestructioii  of  tissue.  They  may 
ue.  or  the  central  area  may  break 
IiIimiiI  and  tissue,  with  u  more  or 
these  coin imiur  cavities  or  canals 
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'>as  lieen  applied  liy  Van  Gicson.'     To  a  simi 
'ion  of  tin?  neuroglia  is  tin-  most  marked 
.daiy  syringomyelia"  has  been  given. 


interim  as  11  result  of  any  degenerative  or 

walls  leading  to  ji  roughening  or  ileal li  of 
■  from  without,  or  they  may  occur  in  vessels 


in  whose  walls  we  can  detect  no  primary  lesion.  The  most  common 
causes  are  atheroma  and  simple  endarteritis.  Thrombi  may  also  form 
around  an  embolus  which  does  not  entirely  occlude  the  vessel. 

Emboli  of  the  cerebral  arteries  most  commonly  arise  from  acute  or 
chronic  endocarditis  or  cardiac  thrombi;  they  may  arise  from  aneurisms 
or  atheroma  of  the  aorta,  from  the  carotid  or  vertebral  arteries,  or  from 
the  pulmonary  veins.  The  materials  constituting  emboli  vary  jrreally, 
depending  on  their  mode  of  origin  (see  jwige  7">)-  'ri»*  efTecIs  on  the 
brain  tissue  of  rmlxili  and  thrombi  of  the  arteries  are  essentially  the  same 
in  their  main  features.  In  some  eases,  however,  in  which  large  emboli, 
usually  from  endocardit is,  suddenly  block  up  n  large  vessel,  the  individ- 
ual may  die  almost  instantly  without  other  apparcnl  lesion  than  Hie  stop- 
page of  the  vessel. 

1  Y,n,  lii,#.„,  "IbemHtomyclopnri— »  New  Spinal  -Curd  Disease."    New  York  INily 


72(> 


mi:  XKitvurs  system. 


not  iimtT  than  l  cm.  in  diameter,  and  are  similar  in  t licit  appwrano. 
and  in  the  changes  BabseQuent  to  their  formation,  to  those  in  tie  brain. 
They  are  usually  the  remit  of  injury;  bin  may  occur  spontaoeotuty. 
These  so-culled  "spontaneous  hemorrhages "  are  undoubtedly  m  Bttosl 
eases  the  result  of  inflammation.  They  may  occur  in  any  aoute  disease 
oi'  ilii'  i-i  ml.  and  are  an  especially  frequent  complication  of  acute  myelitis. 
Haemorrhage  into  the  cord,  occurring  in  the  course  of  an  acnte 
disease,  is  probably,  as  a  role,  due  to  an  unrecognised  myelitis  or  aeons 
degeneration.  Haimorrhages  in  the  eonrse  of  a  chronic  myelitis  are  not 
common,  and  are  probably  due  to  a  softening  dependent  on  interference 
with  nut  rit  inn.  Hii'inorrliiigcs  into  t  lie  cord  have  Ini'ii  reported  in  syphi 
litic  myelitis,  in  syringomyelia,  and  in  tumors  of  the  cord. 
especially  are  often  very  vascular,  and  their  thin-walled  vessels  are  sub- 
ject to  rupture.  Sometimes,  however,  biemorrhagic  fod  are  found  in 
the  spinal  cord  without  traumatism  or  evidence  of  inflammatoi  j 

Larger  hemorrhages  naturally  follow  the  lines  of  least  resistance,  awl 
their  long  diameter  corresponds  to  that  of  the  cord.  To  such  coltmnu 
hemorrhages,   usually  traumatic  in  origin,  the  name  htemaUm$9tia  lias 


■  Spinal  DDUlmnil   UnH 


■  ,,f  I,  i  irmliiluv.-liip.in 


Iteeu  applied  (Fig.   4:27  ).     The  term  is  lieing  now  more  properly  usi-d   ti. 
cover  the  general  subject  of  hemorrhage  into  the  spinal  cord. 

The  smaller  capillary  hemorrhages  may  be  entirely  aksorled.  They 
may.  on  the  other  hand,  form  microscopic  sclerotic  areas.  The  lar^ei 
hemorrhages  determine  a  considerable  destruction  of  tissue.  The]  HMJ 
l>e  absorbed  and  replaced  by  fibrous  tissue,  or  the  central  area  may  break 
down  into  a  fluid  or  semi-fluid  mass  of  blood  and  tissue.  with  a  aMra  oc 
less  definite  fibrous  wall  (Fig.  428).     To  these  columnar  cavities  or  canali 
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the  term  haumtt mptlopor*  has  been  applied  by  Van  (Hewn.1     To  a  Bimi 

liir  condition  in  which  proliferation  of  the  neuroglia  is  the  most  marked 
feature,  the  inline  of  "false  or  secondary  syringomyelia  "  has  been  given. 


Thrombosis  akd  Embolism. 

Thrombi  may  form  in  the  arteries  as  a  result  of  any  degenerative  or 
Inflammatory  process  in  iheir  walls  leading  to  a  toughening  or  death  of 
the  intiiua,  or  from  pressure  from  without,  or  they  may  occur  in  vessels 


in  whose  wails  we  can  detect  no  primary  lesion.  The  most  common 
causes  are  atheroma  and  simple  endarteritis.  Thrombi  may  also  form 
around  an  embolus  which  does  not  entirely  occlude  the  vessel. 

Emboli  of  the  cerebral  arteries  most  commonly  arise  from  acute  or 
chronic  endocarditis  or  cardiac  thrombi;  they  may  arise  from  aneurisms 
or  atheroma  of  the  aorta,  from  the  carotid  or  vertebral  arteries,  or  from 
the  pulmonary  veins.  The  materials  constituting  emboli  vary  gieutly, 
deluding  on  their  mode  of  origin  (see  page  75).  The  clfects  on  the 
brain  tissue  of  emboli  and  thrombi  of  the  arteries  are  essentially  the  same 

in  their  main  features.      In  sm ■uses,  however,  in  which  large  emboli, 

usually  from  endocarditis,  suddenly  block  up  a  large  vessel,  the  individ- 
ual may  die  almost  instantly  without  other  apparent  lesion  than  the  stop- 
page of  the  vessel. 

1  Win  (iitinu,  "  ]Ij['iiiHti)iiiV(.-lo]Hiri.'— 11  New  Sjiinsil  Curd  Ilisetise."     New   York  Puly 

clinic.  1*97.  vol,  x..  p.  87. 
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Iii  general,  the  first  effect  of  the  occlusion  of  an  artery  is  to  deprive 
the  region  to  which  it  is  distributed  of  blood.  In  arteries  whose  branches 
anastomose,  the  affected  area  is  soon  supplied  with  blood  by  the  estab- 
lishment of  a  collateral  circulation.  In  terminal  arteries,  on  the  other 
hand,  the  blocking  of  the  vessel  is  followed,  as  a  rule,  by  degenerative 
changes  and  softening  in  the  brain  tissue.  The  appearances  which  these 
degenerated  areas  present  vary  greatly,  depending  upon  the  stage  of  the 
degeneration  and  the  amount  of  blood  which  may  be  extra vasated.     Dense 


Fl(i.  420.— DKGKXKRATKI)   CKLLS,  ClIOLKSTKRI.N   CRYSTALS,   AXI>    CORPORA    AMYLACKA  FROM    BRAIN   TlS- 

srK  in  Embolic  Soktknjno. 

a.  Fatty  ittmglion  cells;  o,  corpora  amylacea;  c, cell  containing  very  larjre  number  of  fat  droplet*  (cucn- 

pound  granular  or  (jluge's  corpuscles);  d,  cholesterin  crystals. 


infiltrations  of  the  brain  tissue  with  blood,  as  in  hemorrhagic  infarctions 
from  emboli  in  other  parts  of  the  body,  do  not  usually  occur,  although 
considerable  blood  may  be  extravasated.  Areas  of  softening  in  which 
then*  is  little  extravasation  of  blood  are  usuallv  white  or  yellow  in  color, 
ichitv  or  yellow  nofteniny.  When  much  blood  is  present  the  process  is 
frequently  called  ml  softrniny.  Yellow  softening  is  probably  often  only 
a  secondary  stage  of  the  red,  resulting  from  absorption  of  most  of  the 
pigment.  The  term  "white  softening"  is  often  used  interchangeably 
with  "yellow."  It  is  also  applied  to  that  condition  into  which  the  latter 
passes  after  more  complete  liquefaction,  and  after  fatty  changes  have 
taken  place.  Young  proliferating  neuroglia  tissue  often  gives  a  glisten- 
ing white  appearance  to  the  lesion. 

The  tissue  in  the  affected  area  gradually  softens  and  may  become  dif- 
tlneut.  Microscopically,  the  softened  tissue  is  seen  to  consist  of  more  or 
less  tluid  with  broken-down  brain  tissue,  fragments  of  nerve  fibres,  drop- 
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lets  of  myelin,  nerve  cells,  shreds  of  neuroglia  tissue  and  blood-vessels, 
and  red  and  white  blood  cells.  The  evidence  of  degeneration  is  seen 
in  the  presence  of  fat  granules  and  droplets,  larger  and  smaller  cells 
densely  crowded  with  droplets  of  fat  (so-called  Gluge's  corpuscles  or  com- 
pound granular  cotpuscles).  Various  kinds  of  cells  and  cell  fragments, 
more  or  less  granular  and  fatty,  and  also  corpora  amylacea,  blood  pig- 
ment, fat  crystals,  and  cholesterin  crystals,  may  be  found  (Fig.  429). 
The  Malls  of  the  blood-vessels  may  also  be  in  a  condition  of  fatty  degen- 
eration (Fig.  430).  The  color  of  the  softened  mass  will  of  course  depend 
upon  the  relative  amounts  of  these  elements. 

The  tissue  may  remain  for  a  long  time  in  the  soft  condition,  or  it 
may  be  absorbed  and  replaced  by  a  connective-tissue  cicatrix  which 
may  be  more  or  less  pigmented;  or  a  wall  of  connective  tissue  may 
form  about  it,  converting  it  into  a  well-defined  cyst,  with  or  without 
pigmented  walls ;  or  the  mass  may  dry  and  form  a  dense,  struct ureless 
nodule.  Acute  inflammatory  changes  may  occur  about  the  dead  tissue. 
In  cases  of  infectious  emboli  numerous  abscesses  may  be  formed  in  addi- 
tion to  their  mechanical  action. 

Thrombi  are  most  frequent  in  the  internal  carotids,  less  so  in  the 
middle  cerebral,  basilar,  and  vertebrals.  They  may  occur,  but  still  less 
frequently,  in  other  cerebral  arteries.  Emboli  are  most  common  in  the 
middle  cerebral  artery,  next  in  the  internal  carotid,  and  then  in  the  basi- 


Fio.  430.— Blood-Vksskls  from  an  Area  of  Embolic  Soktexixo  of  Brain. 
The  walls  of  the  vessels,  particularly  the  endothelial  cells,  contain  fat  granules  and  fat  droplets. 


lar.  The  relative  frequency  with  which  embolism  occurs  in  the  middle 
cerebral  artery  is  attributable  to  the  directness  with  which  the  blood 
passes  into  this  artery  from  the  heart.  The  gi-eat  significance  attaching 
to  embolism  of  the  middle  cerebral  artery  is  evident  when  we  reiiieml>er 
that  its  branches  within  the  brain  are  terminal  arteries,  and  ait*  dis- 
tributed to  such  important  structures  as  the  lenticular  and  caudate  nuclei, 
the  internal  capsule,  and  the  optic  thalamus. 

Thrombosis  and  embolism  also  occur  in  the  vessels  of  the  spinal  cord, 
though  less  frequently  than  in  those  of  the  brain.     As  in  the  brain,  when 
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they  involve  terminal  arteries,  they  determine  areas  of  softening  and 
consequent  secondary  degenerations. 


Lesions  of  the  Vessel  Walls  in  the  Brain  and  Cord. 

The  mural  changes  in  the  vessels. are  not  peculiar  to  the  nervous  sys- 
tem :  t  he  most  frequent  is  that  known  as  atheroma  or  arterio-sclerosis. 
It  is  especially  common  in  the  system  of  arterial  trunks  which  make  up 
the  circle  of  Willis.  Fatty  degeneration  is  often  found  in  the  vessel 
walls  coincident  with  the  increase  in  the  connective -tissue  elements. 
Calcification  may  occur  and  may  be  so  extensive  that  the  whole  or  a 
greater  part  of  the  circle  of  Willis  is  converted  into  a  series  of  hard 
tubes  usually  somewhat  larger  than  normal.  More  commonly  the  eal- 
eareous  areas  are  irregular  in  their  distribution,  giving  to  the  vessels  a 
nodular  appearance.  Fatty  degeneration  may  also  occur,  though  more 
rarely,  as  an  independent  lesion.  It  affects  particularly  the  muscular 
coat.  Hyaline  degeneration  may  also  occur  either  as  an  independent 
lesion,  M'hich  is  quite  frequent  in  the  brains  of  idiots,  or  as  the  initial 
lesion  of  a  sclerosis. 


DEGENERATION  AND    INFLAMMATION    IN    THE   BRAIN,   SPINAL 

CORD,   AND  NERVES. 

Review  of  Normal  Morphology. 

While  the  scope  of  this  work  does  not  warrant  a  detailed  description  of  the  mor- 
phology of  the  nervous  system,1  our  conception  of  its  ultimate  structure  has  recently 
been  so  completely  revolutionized  and  our  appreciation  of  the  pathological  changes  to 
which  it  is  subject  is  so  dependent  upon  an  accurate  knowledge  of  its  morphology,  that. 
before  proceeding  further  a  brief  resume  of  some  of  the  more  fundamental  points  in 
its  structure  and  architecture  cannot  wisely  be  omitted. 

The  long  accepted  belief  in  a  diffuse  and  anastomosing  nerve  network  has  now  l>ecn 
supplanted,  and  the  studies  of  Golgi  and  of  his  successors  in  the  use  of  his  technique 
have  placed  upon  a  firm  basis  the  so-called  neurone  conception  of  nervous-system 
structure  According  to  this  view,  the  neurone  represents  the  structural  unit  of  the 
nervous  system.  The  neurone  is  the  nerve  cell  with  all  its  prolongations,  and  the  ner- 
vous system  in  toto  is  but  an  orderly  association  of  an  immense  number  of  these  neurone 
units.  Although  these  neurones  differ  from  one  another  as  to  details  of  structure  they 
still  present  an  essential  similarity. 

The  neurone  is  tirst  distinguishable  as  a  small  round  cell  in  the  epiblastic  lining  of 
the  etnbrynnir  neural  canal.  Such  a  cell  is  entirely  devoid  of  processes.  It  soon, 
however,  becomes  pyrifonn,  and  from  the  tip  of  the  pear  grows  out  a  process,  which  is 
the  axis-cylinder  process  or  axone.  Later  other  processes  appear  as  outgrowths  of  the 
cell  body.  These  are  the  protoplasmic  processes  or  dendrites.  Each  adult  neurone 
then  consists  of  a  cell  body,  and  passing  off  from  this  cell  body  two  kinds  of  processes 
Figs.  4:U  and  4*>). 

The  CfH  P»nhj. — Our  knowledge  of  the  internal  structure  of  the  nerve  cell  has  been 
greatly  increased  in  the  last  few  years  by  the  application  of  a  special  technique  devised 

1  For  this  the  reader  is  referred  to  such  works  as  "The  Nervous  System,**  by 
llu/.tr.  and  the  "  Anatomie  du  Systeme  Xervcux  de  l'lleiiiiiie."  by  Van  Gehuchttn. 
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by  Nissl.1  Subjected  to  ibis  technique  nerve  cells  present  two  very  different  types  of 
reaction.  Certain  cells,  such,  for  example,  as  the  cells  of  the  granule  layers  of  the  cere- 
bellum ami  of  the  olfactory  lobe,  stain  only  as  to  their  nuclei,  the  cell  bodies  them  selves 
remaining  entirely  unslained.  To  such  cells  Nissl  lias  given  the  name  of  tiiryarhrouiet. 
It  is  obvious  that  the  method  of  Nissl  gives  no  insight  into  tile  structure  of  these  cells. 
The  majority  of  nerve  cells,  however,  react  both 
as  to  their  nuclei  ami  as  to  their  cell  bodies  to 
the  Niss]  stain.  These  cells  Nissl  designates  as 
winititafh rumen.  Such  a  cell  presents  the  follow- 
ing appearance  (Plate  XIII.,  1).  There  is  a  nu- 
cleus identical  in  structure  with  nuclei  found  in 
other  cells.  It  is  bounded  by  a  nuclear  mem- 
brane and  traversed  by  a  network  which  takes  a 
comparatively  light  blue  stain.  Within  the  nu- 
cleus Is  a  nucleolus  staining  an  intense  blue. 
In  the  cell  body  two  distinct  elements  appear: 
a  dear  ground  substance,  unstained;  and  scat- 
tered through  it  deep  blue  staining  masses, 
known  as  throiHOjihiUe  audit*.  These  chromo- 
philic  In 'dies  are  granular,  and  differ  in  size, 
shape,  anil  arrangement.  These  differences 
have  served  as  a  basis  of  classification.  Pre- 
senting variations  in  different  types  of  cells, 
their  appearance  in  a  given  type  remains  con- 
stant. Most  investigators,  while  differing  in 
details,  agree  in  ascribing  to  the  unstoiuable 
substance  a  definite  structure.  This  structure 
Is  usually  described  as  composed  of  a  fibrillar  or 
reticular  network  lying  in  a  more  or  less  homo- 
geneous  ground  substance.  With  the  use  of  the 
ordinary  technique  of  Nissl,  all  of  the  cell  body, 
excepting  the  chromophilie  bodies,  remains  un- 
stained anil  apparently  structureless.  Our  ideas 
as  to  the  physiology  of  these  different  elements 
of  the  nerve  cell  rest  largely  upon  a  theoretical 
basis.  It  has  been  shown  that  the  nerve  cell 
represents  the  genetic  centre  of  the  neurone. 
From  the  behavior  of  the  processes,  when  cut 
off  from  the  nerve  cell,  it  is  evident  that  the  cell 
body  represents  the  nutritive  or  trophic  centre 
of  the  neurone.  It  seems  probable  that  from  the 
standpoint  of  neurone  activity,  the  cell  body  re- 
presents the  functional  centre  of  the  neurone, 
while  the  processes  act  as  organs  of  reception  or 
of  distribution.  Certain  facts,  such  as  the  entire 
absence  of  the  chromatic  substance  in  many 
nerve  cells,  in  the  axones  of  all  nerve  cells,  and 
its  diminution  during  functional  activity  and  in 
fatigue,  together  with  its  behavior  under  certain 

pathological  conditions,  lend  weight  to  the  view  that  the  stainable  substance  of  Nissl 
represents  a  food  element  of  the  cell.  The  achromatic  element,  on  the  other  liand.  is 
continuous  with  the  fibrilheof  tlieaxone,  and  is  considered  by  most  investigators  as  repre- 
senting the  essential  nervous  mechanism  of  the  cell.  The  relation  of  the  Nissl  picture 
to  the  conditions  existing  in  the  protoplasm  of  the  living  cell  still  remains  an  unsolved 
problem.     The  importance  of  the  Nissl  method  from  the  standpoint  of  pathology  lies 

1  See  Nissl's  method  of  staining,  p.  770. 
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Id  the  fact  lhat  when  subjected  to  a  given  technique,  a  given  type  of  nerve  cell  present* 
always  the  same  appearance,  and  that  this  appearance  furnishes  a  norm  for  comparison 
with  cells  showing  pathological  changes  and 
which  have  been  subjected  to  the  same  technique. 
Pigment.— In  addition  to  the  elements  already 
described,  more  or  less  pigment  in  the  shape  of 
fine  greenish-yellow  granules  (Nissl  technique)  is 
often  present  in  nerve  cells.  It  is  nol  found  in 
cells  of  the  new-born.  It  increase's  with  age.  and 
in  old  ago  often  Alls  up  a  large  part  of  the  ceil 
body.     Its  significance  is  not  known. 

The  protnpltmmie  proreuc*  or  dendrite*  are — at 
least  the  larger  trunks— of  the  same  structure  as 
the  cell  body  (Plate  XIII.,  1).  That  these  larger 
trunks  have  functions  similar  to  those  of  the  cell 
body  seems  probable  from  the  fact  that  Hie  axone 
not  infrequently  lakes  origin  from  a  large  dendri- 
tic trunk  instead  of  directly  from  the  body  of 
the  cell.  The  chromatic  sulistance  is  present  in 
the  dendrites,  as  elongated  rods  with  triangular 
masses  at  the  points  of  bifurcation.  The  achro- 
matic elements  are  apparently  of  the  same  charac- 
ter as  in  the  body  of  the  cell.  The  protoplasmic 
processes  divide  dicbotomously.  becoming  rapidly 
smaller,  and  end  at  a  comparatively  short  distance  from  the  cell  body.'  Stain  til  by  the 
method  of  Golgi,  the  dendrites  are  seen  to  be  covered  with  minute  projections  or 
"gemmules."  often  ending  In  a  small  bulb.  These  processes  are  cellulipetal  in  charac- 
ter, carrying  impulses  always  toward  the  celt. 

The  arit-egli utter  proee**  or  arone — so-called  from  its  often  becoming  the  axis  cylin- 
der of  a  nerve  fibre — is  usually  single.  It  generally  arises  directly  from  the  body  of  the 
cell,  but  [nay  arise,  as  already  mentioned,  from  one  of  the  larger  protoplasmic  trunks. 
It  is  differentiated  from  the  dendrites  in  Nissi  prepara lions  by  always  taking  origin 
from  uu  area  in  the  cell  body  free  from  chromatic  substance,  and  by  being  itself  entirely 
achromatic  (Plate  XIII..  1):  in  Golgl  specimens.  It  is  recogni/.ed  by  its  straight  course, 
uniform  diameter,  and  smooth  outline  (Fig.  431).  It  sends  off  few  branches,  and  these 
at  right  angles  (collaterals).  This  axone  may  extend  a  great  distance  from  the  cell 
body ;  for  example,  i  lie  ax'incs  of  certain  motor  cells  of  the  spinal  cord  extend  to  the 
muscles  of  the  hand*  <>r  feet.  Both  the  axone  proper  and  its  collaterals  end  In  terminal 
arborizations.  Their  conductivity  is  ccllulifugal—  that  is.  they  always  carry  impulses 
from  the  cell.  In  certain  cells  the  axis-cylinder  processes  branch  rapidly  anil  end  in 
the  gray  matter  hi  the  vicinity  of  their  cells  of  origin  (Fig.  432).  An  axone  may  pass 
from  its  cell  of  origin  to  its  termination  uncovered  by  any  sheath.  Such  axoues  are 
found  in  certain  portions  of  the  gray  matter.  An  axone  may  lie  enveloped  only  by  a 
thin  membrane,  the  sheath  of  Schwann,  as,  e.g.,  the  fibres  of  Itemak  found  mainly  in 
the  sympathetic  system.  An  axone  may  be  surrounded  by  a  myelin  sheath  alone,  as 
in  Hie  white  matter  of  the  brain  and  cord,  or  by  both  a  myelin  sheath  and  a  sheath  of 
Schwann,  as  in  the  Mints  of  the  peripheral  nerves,  with  the  exception  of  the  olfactory 
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an  impulse  is  probably  always  from  the  axonal  arbo  illations  of  c 
dendrites  or  cell  body  of  another  ueurone. 

Tin-  roll  bodies  of  neurones  are  grouped  mainly  in  the  gray  matter  of  the  brain  and 
cord,  ill  the  ganglia  of  crania),  spinal,  and  sympathetic  nerves,  and  in  the  peripheral 
muI  organs  of  certain  of  the  nerves  of  special  sense.  Proioplasmic  processes  ramify 
mainly  within  the  gray  matter.1  While  some  terminate  in  the  gray  matter  in  the  imme- 
diate vicinity  of  their  cells  of  origin,  it  is  the  a.xoncs  that  make  up  the  bulk  of  the  white 
matter  of  the  brain,  cord,  and  peripheral  nerves. 

Xeiirvglitt.— la  addition  to  the  extensions  inward  of  the  pta  mater  and  the  connec- 
tive tissue  of  the  blood-vessels,  there  is  found  in  both  gray  and  white  matter  a  tissue, 
probably  supportive  in  function,  and  peculiar  to  the  nervous  sj-Btem— the  neuroglia. 
Like  the  neurone,  it  originates  in  the  epiblastic  cells  lining  the  embryonic  neural  canal. 
These  cells,  at  first  morphologically  identical,  soon  differentiate  into  neuroblasts,  or 
future  neurones,  and  spongioblasts,  or  future  neuroglia  cells.  In  the  adult  two  main 
types  of  neuroglia  cells  are  found,  spider  cells  (Fig.  433],  with  spine-like,  straight, 
mi  branching  processes,  and  mossy  (Pig.  434)  cells  with  thick,  rough,  branching  arms. 
The  former  are  found  chiefly  in  the  white  matter,  the  latter  iu  the  gray  matter  in  con- 
nection with  blood-vessels.  As  in  the  case  of  the  nerve  cell,  the  processes  of  these  cells 
do  not  anastomose,  hut  interlace,  forming  a  dense  feltwork.  By  a  special  stain,  Wei. 
gert  demonstrates  neuroglia  cell  nuclei  and  separate  fibrils.  It  seems  probable  that 
this  method  fails  to  show  the  body  of  the  cell,  while  staining  its  nuclei  and  the  fibrils 
which  pass  through  it. 

It  would  thus  appear  that  the  architecture  of  the  central  nervous  system,  consid- 
ered as  an  organ,  is  analogous  to  that  of  other  organs.  It  has  in  the  neurone  its  paren- 
chyma, and  this  parenchyma  is  supported  and  hound  together  by  a  framework  ol  con- 
nective tissue.     The  essential  difference  lies  in  the  fart  that  in  the  neurone  is  the  highest 
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Explanation'  of  Plate  XIII.' 

1.  Normal  Ganglion  Cell.     Stichochrome  from  anterior  horn  of  human  spinal  cord, 

showing  the  nucleus  in  its  normal  central  position  with  its  nucleolus.  In  the  body 
of  the  cell  are  seen  the  chromophilic  bodies  of  various  shapes  and  sizes.  Three 
main  protoplasmic  trunks  or  dendrites  pass  off  from  the  upper  portion  of  the  cell. 
In  these  the  chromophilic  bodies  are  rod -shaped.  The  largest  process  branches  at 
a  short  distance  from  the  cell.  To  the  left  is  seen  the  axone  or  axis-cylinder  pro- 
cess free  from  chromatic  substance,  as  is  also  that  portion  of  the  cell  from  which  it 
takes  origin  (axone  hill). 

2.  Ganglion  Cell  from  the  Anterior  Horn  of  the  Human  Spinal  Cord  of  a 

Case  of  Alcoholic  Neuritis.  Showing  eccentricity  of  the  nucleus  and  a  large 
central  area  of  the  cell  body  free  from  chromatic  substauce  (central  chromatolysis). 
with  an  arrangement  of  the  remaining  chromophilic  bodies  around  the  periphery. 
(The  similarity  between  the  appearance  of  this  cell  and  the  one  shown  in  Fig.  6 
should  be  noted.) 
8.  Ganglion  Cell  from  the  Anterior  Horn  of  the  Spinal  Cord  of  a  Rabbit 
Inoculated  with  Rabic  Virus  and  Killed  Shortly  After  the  Onset  ok 
Symptoms.  Shows  an  early  stage  of  chromatolysis:  the  chromophilic  bodies  being 
pale,  ragged,  and  vacuolated. 

4.  Ganglion  Cell  from  the  Anterior  Horn  of  the  Spinal  Cord  of  a  Rabbit 

which  Died  on  the  Ninth  Day  After  Inoculation  with  Rabic  Virus. 
Shows  extreme  chromatolysis,  only  a  few  fine  granules  of  chromatic  substance  re- 
maining at  the  periphery.  The  cell  is  swollen,  the  nucleus  has  disappeared,  and 
the  cell  body  and  processes  are  stained  more  deeply  with  the  erythrosin  than  is  the 
case  in  normal  cells. 

5.  Normal  Ganglion  Cell  from  a  Human  Spinal  Ganglion  of  the  Posterior 

Root.  Showing  central  position  of  the  nucleus  and  the  concentric  arrangement  of 
the  chromophilic  bodies. 

6.  Ganglion  Cell   from   the  Posterior   Root  Ganglion   of   a   Rabbit  Three 

Weeks  After  Section  of  the  Sciatic  Nerve.  The  cell  shows  extreme  eccen- 
tricity of  the  nucleus  with  central  chromatolysis  and  a  peripheral  arrangement  of 
the  remaining  chromophilic  bodies — axonal  degeneration.  (There  also  remains  in 
the  central  portion  of  the  cell  some  chromatic  substance  in  the  shape  of  fine  granules 
forming  an  irregular  reticulum.  The  similarity  between  this  picture  and  the  one 
shown  in  Fig.  3  is  apparent.) 

7.  Portion  of   a    Posterior  Root  Ganglion   from    a   Case  of   Tabes  Dorsalis. 

Showing  degeneration  in  the  ganglion  cells  with  increase  in  the  interstitial  connec- 
tive tissue. 

8.  Two  Pyramidal  Cells  from  the  Normal  Human  Cerebral  Cortex.     While 

the  pvramidal  cells  in  the  human  cortex  varv  considerably  in  the  amount  of  chro- 
matic  substance  which  they  contain,  these  are  of  an  average  type. 

9.  Two    Pyramidal  Cells  of   the   Human  Cerebral   Cortex    from   a   Case  of 

Eclampsia.     These  cells  show  marked  chromatolysis. 

1  In  the  staining  of  the  specimens  from  which  these  drawings  were  made,  Held's  modification  of 
Nissl's  method  was  used.  This  consists  essentially  in  a  preliminary  staining  of  the  sections  with  a  one-per- 
cent aqueous  solution  of  eryth  rosin  <see  p.  ..0). 
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Lesions  of  Canglion   Cells.— (Stained  by  Nissl's  Method. ) 
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Fig.     435.    Neurone     DEGENERA- 
TION AFTER  INJURY. 

Teased  nerve  fibres  from  distal 
portion  of  sciatic  nerve  of  rabbit 
three  weeks  after  division  of  tbe 
nerve.  Osmle-acld  stain.  The  lanre 
and  small  black  masses  represent 
disintegrated  myelin  and  fat  drop- 
let*. 


DEGENERATION. 

Neurone  Degeneration. 

Degenerative  changes  may  affect  the  entire  neurone  or  any  of  its 
parts.  Such  changes  may  result  from  direct  injury  to  some  part  of  the 
neurone,  to  diminution  or  modification  of  its  nutritive  supply,  to  various 
toxic  conditions,  ete. 

L  Changes  in  the  Neurone  from  Injury  to  One  of  its  Parts.— (a)  Changes 

IN   THE  AXONE  RESULTING   FROM   SEPARATION   FROM   ITS  CELL  BODY. 

— That  changes,  presumably  of  a  degenera- 
tive character,  occur  in  the  peripheral  end 
of  a  nerve  when  its  connection  with  the  cen- 
tral nervous  system  is  broken  has  long  been 
known.  This  degeneration  takes  place  as  well 
in  the  central  as  in  the  peripheral  nervous 
system,  and  is  complete,  involving  every  por- 
tion of  the  axone  distal  to  the  point  of  section. 
The  changes  are  not  progressive  from  the 
point  of  lesion,  but  occur  at  nearly  the  same 
time  in  all  parts  of  the  distal  stump.  These 
changes  consist  in  a  breaking  up  of  the 
medullary  sheath  into  segments  (Fig.  435), 

which  in  turn  disintegrate,  forming  variously  shaped  masses  of  myelin, 
among  which  may  be  seen  the  axis  cylinder,  the  whole  being  enclosed  by 
the  neurilemma.  The  method  of  Marchi  (see  page  709),  which  differen- 
tiates between  fat  and  myelin,  shows  that  coincident  with  the  breaking 
up  of  the  myelin  there  is  an  appearance  of  fat  droplets  (Fig.  436).  These 
fat  droplets  increase  in  number  pari  passu  with  the  decrease  in  myelin, 
but  also  ultimately  disappear.     During  the  progress  of  these  changes  in 

the  medullary  sheath,  the  axis  cylinder  at  first 
segments  and  then  undergoes  dissolution.  The 
neurilemma,  on  the  other  hand,  appears  to 
take  no  part  in  the  degenerative  process.  On 
the  contrary,  it  and  its  nuclei  remain  intact  to  . 
take  part  later  in  regenerative  changes,  should 
these  occur.  If  there  is  no  reunion  of  the  sev- 
ered ends  of  the  axone,  the  peripheral  portion 
completely  disapjM^u-s,  its  place  being  taken 
bv  connective  tissue. 

(b)  Changes    in    Dendrites    Resulting 

FROM  THEIR   SEPARATION    FROM    THEIR    CELL 

Bodies. — If  we  consider,  as  does  Van  Gehuch- 
ten,1  that  the  peripheral  arm  of  the  spinal  ganglion  cell  is  a  protoplasmic 
process,  making  a  physiological  rather  than  a  morphological  differentia- 
tion, we  find  that  the  same  law  holds  good  for  dendrites  as  for  axones 
1  Van  Gehuchten,  *  Anatomie  du  Syst£me  Nerveux  de  rilomine."  p.  218. 


»jI>* 


r  •  — 


Fig.  436.-  neurone  Degenera- 
tion AFTER  IN  J  TRY. 

longitudinal  section  of  dlstnl 
portion  of  the  same  nerve.  Mar- 
chi statu.  The  black  dots  repre- 
sent droplets  of  fat  resulting  from 
degeneration  of  the  medullary 
sheaths. 
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when  separated  from  their  cell  bodies.  Thus  in  the  divided  peripheral 
nerve  those  fibres  which  are  the  processes  of  the  spinal  ganglion  cells 
present  the  same  degenerative  changes  as  do  the  fibres  which  are  proc- 
esses of  cells  of  the  anterior  horn.  Most  dendritic  processes  are,  how- 
ever, so  short  and  terminate  in  the  gray  matter  so  near  the  cells  from 
which  they  originate  that  experimental  separation  of  the  process  from 
its  cell  body  is  impracticable.  In  view  of  the  fate  of  the  axone,  however, 
and  the  relation  of  the  dendrites  to  the  cell  body,  there  can  be  little 
doubt  that  as  complete  degeneration  follows  the  severance  of  a  proto- 
plasmic process  from  its  cell  of  origin  as  follows  in  the  case  of  the  axone. 

(c)  Changes  in  the  Proximal  Stump  and  in  the  Cell  Body 
Resulting  from  Lesion  to  the  Axone. — The  fundamental  principle 
of  the  law  of  Waller  was  the  complete  degeneration  of  the  distal  portion 
of  the  divided  nerve,  while  the  proximal  stump  remained  intact.  Our 
present  conceptions,  however,  of  the  interdependence  of  the  different 
parts  of  the  neurone,  and  of  the  axone  as  the  outlet  for  neurone  energy, 
would  lead  us  to  expect  certain  changes  of  an  atrophic  nature  in  the 
proximal  stump  and  in  the  cell  body,  as  a  result  of  separation  from  its 
axone  and  consequent  inability  to  functionate.  That  such  changes  take 
place  recent  improvements  in  cytological  technique  have  enabled  us 
to  determine.  The  method  of  Marchi  shows  that  degenerative  changes 
occur  not  only  in  the  distal,  but  in  the  proximal  eud  of  the  divided 
nerve.  These  changes  take  place  more  slowly  than  in  the  distal  portion 
but  are  apparently  identical  in  character. 

In  the  bodv  of  the  cell  the  method  of  Nissl  demonstrates  marked 
changes  after  section  of  the  axone.  These  changes  may  be  observed 
within  twenty-four  hours  after  the  injury.  They  consist  in  a  diminu- 
tion in  the  chromatic  elements  of  the  cell,  chromatolysis.  This  is  most 
marked  in  the  central  portion  (central  chromatolysis),  a  distinct  ring 
of  chromophilic  bodies  around  the  periphery  often  remaining.  The 
nucleus  usually  migrates  toward  the  periphery  and  may  even  bulge 
from  the  cell.  In  the  case  of  the  hypoglossal  nerve  in  the  rabbit,  these 
changes  reach  their  maximum  in  from  two  to  three  weeks.  The  future 
of  some  of  these  cells  is  complete  degeneration.  Others  apparently  un- 
dergo regeneration.  The  intensity  of  the  reaction  of  the  nerve  cell  to 
injury  to  its  axone  depends  upon  the  severity  of  the  injury.  Thus  cut- 
ting the  nerve  is  followed  by  more  prompt  and  marked  changes  in  the 
nerve  cell  than  simple  compression,  while  pulling  out  the  nerve  roots  is 
followed  by  a  still  more  intense  reaction.  Again,  there  is  a  difference  in 
the  resisting- powers  of  different  types  of  cells.  Thus  the  motor  cells  of 
the  anterior  horn  are  peculiarly  resistant  to  injury  to  their  axones,  as 
are  also  the  spinal  ganglion  cells  to  injury  to  their  central  processes. 
Again,  between  cells  of  the  same  type  there  are  marked  variations  in  re- 
sist ing- powers.  Thus  the  motor  cells  of  the  anterior  horn  are  much  more 
resistant  than  the  cells  of  the  motor  cranial  nuclei.' 

'  F<»i  iwirw  and  l»ibli«»irra]>liv  of  clianircs  in  tin*  nerve  cell  and  in  the  proximal  stump 
after  «-eti«»n  of  a  peripheral  nerve  consult  lhirker,  "The  Nervous  System."  p.  229  tt  *t*j. 


THE   NERVOUS   SYSTEM.  737 

(rf)  Changes  in  the  Cell  Body  Resulting  from  Lesions  to  its 
Dendrites. — In  the  study  of  the  effect  upon  the  cell  body  of  a  lesion 
depriving  it  of  one  or  all  of  its  dendritic  processes,  we  meet  with  the 
same  experimental  obstacles  already  mentioned  in  connection  with 
changes  in  the  dendrites.  It  is,  again,  only  in  the  peripheral  arm  of  the 
spinal  ganglion  cell  that  we  have  a  cellulipetal  process  of  any  consider- 
able length.  Section  of  this  process  results  in  changes  in  the  spinal  gan- 
glion cell  quite  similar  in  character  to  the  so-called  "axonal "  degenera- 
tion (Plate  XI II.,  <>).  If  we  consider  that  a  cell's  dendrites  furnish  its 
only  or  at  least  its  main  avenue  for  the  reception  of  impulses,  it  follows 
that  a  neurone  is  thrown  as  completely  out  of  circuit,  as  it  were,  by  in- 
jury to  its  dendrites  as  by  injury  to  its  axone.  The  experiments  of 
Warrington  l  are  interesting  in  this  connection.  He  attempted  to  bring 
about  the  same  functional  effect  as  would  result  from  section  of  a  cell's 
dendrites,  by  inhibiting  afferent  impulses.  Cutting  the  posterior  roots, 
he  noted  changes  in  the  cells  of  the  anterior  horn.  The  inference  was 
that  these  changes  were  induced  by  an  inhibition  of  the  customary  nor- 
mal stimulation  by  means  of  the  afferent  impulses  reaching  the  cells 
through  their  dendritic  processes. 

n.  Changes  in  the  Neurone  from  Interference  with  its  Nutrition. — 
Changes  apparently  of  a  degenerative  character  have  been  described  in 
neurones  as  a  result  of  interference  with  nutrition.  Thus  Brieger  and 
Ehrlich a  found  that  by  temporarily  applying  a  ligature  to  the  abdominal 
aorta,  they  induced  an  acute  necrosis  of  the  cells  of  the  lumbar  cord. 
Later  experiments  of  a  similar  nature  followed  by  the  Marchi  staining 
showed  that  the  degenerative  process  affected  not  only  the  cell  bodies, 
but  the  entire  neurone.  Similar  degenerative  changes  have  been  induced 
by  experimentally  produced  multiple  emboli,  cells  in  the  vicinity  of  the 
occluded  vessels  being  in  marked  contrast  to  cells  from  regions  whose 
vessels  remained  patent.  Ewing3  describes  marked  degenerative  changes 
in  nerve  cells  as  a  result  of  anaemia  consecutive  to  pressure  from  cere- 
bral hemorrhage  and  to  thrombosis  of  the  basilar  artery.  Less  marked 
changes  have  been  observed  in  cases  of  general  malnutrition  and  in  se- 
vere antennas. 

IH  Effects  of  Toxins  upon  Neurones. — Changes  of  a  degenerative  char- 
acter occur  in  neurones  as  a  result  of  the  action  of  toxins.  These  toxins 
may  be  introduced  into  the  body  from  without,  for  example,  such  poi- 
sons as  alcohol,  arsenic,  lead,  strychnine,  etc. ;  they  may  be  elaborated 
within  the  body  as  the  result  of  faulty  metabolism,  for  example,  uraemia, 
eclampsia,  etc. ;  or  as  a  result  of  the  action  of  bacteria,  sis  in  tetanus, 
rabies  (Plate  XIII.,  3,  4,  and  8),  diphtheria,  etc.,  or  of  the  Plasmodium 
malariae.     The  effects  of  these  poisons  upon  the  neurone  vary  with  dif- 

}W<trri/iffton,  W.  B.,  "On  the  Structural  Alterations  in  Nerve  Cells."  Jour,  of 
Physiol.,  London,  vol.  xxiii..  1898. 

*  *  Briefer  find  Ehrlich,  "Ueber  die  AusschaltungdesLendennmrkgrau."     Zeitschr.  f. 
klin.  Med..  Berlin.  Bd.  vii.,  Suppl.,  1883-84. 

lEiciny,  J.,  "Studies  on  Ganglion  Cells."  Arch,  of  Neur.  and  Psvehopath.,  vol.  i., 
1898. 
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ferent  poisons  and  in  different  types  of  neurones.  The  effects  of  the 
same  poison  upon  a  given  type  of  neurone  also  vary  according  to  its 
rapidity  of  action,  whether  rapidly  fatal  or  extending  over  a  considerable 
period  of  time.  Again,  given  the  same  poison  and  the  same  time  of 
action,  not  all  neurones  even  of  the  same  type  show  an  equal  suscepti- 
bility. There  seem  to  be  marked  individual  differences  among  neurones 
of  the  same  type  as  regards  their  resisting  powers. 

These  changes  in  the  neurone  from  the  action  of  toxins  may  affect  one 
or  all  of  its  structural  elements,  and  vary  from  the  slightest  appreciable 
loss  of  staining  qualities  of  the  chromophilic  bodies  to  complete  destruc- 
tion of  the  neurone.  In  the  chromophilic  bodies  the  essential  change 
seems  to  be  a  decrease  in  the  amount  of  chromatic  substance,  chromatol- 
ysis.  This  may  be  evidenced  merely  by  a  decreased  staining  intensity, 
the  chromatic  masses  appearing  abnormally  pale ;  the  bodies  may  have  a 
ragged  or  frayed-out  appearance  at  their  edges;  they  may  be  shrunken, 
or,  retaining  their  normal  shape  and  size,  become  vacuolated  (Plate 
XIII.,  3) ;  they  may  completely  disintegrate,  giving  to  the  cell  a  diffuse 
granular  appearance ;  they  may  disappear,  leaving  the  cell  entirely  devoid 
of  chromatic  substance.  The  chromatic  masses  in  the  dendrites  seem  in 
many  cases  to  be  more  resistant  or  less  exposed  than  are  those  in  the  body 
of  the  cell,  often  remaining  unchanged  at  a  time  when  the  latter  show  an 
advanced  degree  of  chromatolysis.  During  these  changes  in  the  chro- 
matic element  the  cyto- reticulum  may  remain  apparently  normal  or  it 
may  more  or  less  completely  disintegrate.  This  disintegration  usually 
marks  the  more  advanced  degenerative  changes  (Plate  XIII.,  4). 

In  the  truly  achromatic  element  of  the  cell  or  cytoplasm,  our  present 
methods  of  staining  fail  to  demonstrate  lesions.  Diffuse  staining  of  this 
basement  substance  is  a  common  phenomenon  of  chromatolysis,  but  seems 
more  properly  referable  to  a  diffusion  of  the  fine  granules  resulting  from 
disintegration  of  the  chromatic  masses  than  to  any  change  in  the  cyto- 
plasm itself.  Disappearance  of  the  formed  elements  of  the  cell  often 
leaves  clear  holes  or  vacuoles  in  the  cell  body  or  gives  the  appearance  of 
cracks  or  fissures.  The  nucleus  may  remain  normal ;  it  may  swell  and 
its  contour  become  abnormally  distinct ;  it  often  takes  a  diffuse  stain; 
later  it  shrinks,  becomes  crenated,  its  reticulum  and  limiting  membrane 
break  up  and  its  outline  is  lost.  During  these  nuclear  changes  the  nu- 
cleolus may  also  disintegrate.  It  is  often  extremely  resistant,  remaining 
apparently  unchanged  after  most  of  the  other  parts  of  the  cell  have  be- 
come unrecognizable.  Concurrent  with  these  changes  in  internal  struc- 
ture are  changes  in  the  shape  and  size  of  the  cell.  Its  contour  becomes 
irregular,  and  its  edges  present  an  eroded  appearance;  the  cell  body 
shrinks  away  from  its  cell  space,  breaks  up,  and  ultimately  disappears. 
The  dendrites  undergo  alterations  similar  to  those  in  the  body  of  the  cell. 
They  shrink,  become  separated  from  the  cell  body,  and  finally  disinte- 
grate. 

To  the  action  of  a  specific  poison  certain  neurones  seem  less  resistant 
than  others.     Thus,  to  the  action  of  lead  those  neurones  governing  the 
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extensor  muscles  of  the  wrist  seem  especially  susceptible.  The  cells  of 
the  motor  nucleus  of  the  trigeminus  seem  to  be  less  resistant  than  other 
motor  cells  to  the  poison  of  tetanus.  Again,  the  frequency  with  which 
tubes  dorsalis  is  associated  with  a  syphilitic  history  seems  to  indicate  a 
special  susceptibility  to  the  syphilitic  poison  on  the  part  of  the  peripheral 
sensory  neurone. 

Comparing  the  changes  in  the  nerve  cell  in  toxaemias  (Plate  XIII.,  3  and  4)  with 
those  induced  by  lesions  to  its  axone — axonal  degeneration  (Plate  XIII.,  6) — we  note 
that  while  in  the  latter  the  chromatolysis  is  central  in  character,  beginning  in  the  region 
of  the  axone  hill  and  nucleus,  in  the  former  the  changes  begin  at  the  periphery,  the 
portion  of  the  cell  in  most  direct  relation  to  the  surrounding  lymph.  In  axonal  de- 
generation the  nucleus  is  usually  eccentric.  In  toxjvinia  it  usually  remains  central,  at 
least  until  the  process  of  degeneration  is  far  advanced. 

IV.  Effects  of  Fatigue  upon  Neurones. — Studies  upon  the  effect  of  fa- 
tigue upon  the  neurone  have  been  made  in  animals  after  prolonged  mus- 
cular activity  and  after  electrical  stimulation.  While  the  results  are  not 
in  complete  accord,  there  seems  to  be  little  doubt  that  definite  morpho- 
logical changes  occur  in  the  neurone  as  a  result  of  fatigue.  These  changes 
consist  in  a  decrease  in  the  size  of  the  cell  body,  a  decrease  in  the  size  of 
the  nucleus,  often  with  distortion,  and  a  marked  decrease  in  the  amount 
of  chromatic  substance  with  more  or  less  diffuse  staining  of  both  cell 
body  and  nucleus. 

It  seems  not  at  all  improbable  that  the  clinical  pictures  presented  by  certain  psy- 
choses and  neuroses  are  the  expression  of  the  effects  upon  the  neurones  of  prolonged 
fatigue.  Certain  local  expressions  of  neurone  exhaustion,  as,  for  example,  writer's 
cramp,  may  possibly  also  be  placed  in  the  same  category. 

As  to  the  significance  of  those  changes  in  the  nerve  cell,  which  are  marked  by  dim- 
inution in  the  chromatic  substance  alone,  and  to  which  the  term  "chromatolysis"  has 
been  given,  there  is  a  considerable  difference  of  opinion.  Marinesco1  considers  them  of 
the  nature  of  degeneration.  Van  Gehuchten*  is  inclined  to  look  upon  the  phenomenon 
as  conservative  in  character,  a  means  by  which  the  neurone  assumes  a  condition  most 
advantageous  for  self-defence.  It  has  been  shown  that  even  an  extreme  degree  of 
chromatolysis  is  not  incompatible  with  function.  Marinesco  insists  that  so  long  as  the 
changes  are  confined  to  the  chromatic  substance  recovery  is  possible,  no  matter  how- 
extensive  the  alterations,  while  changes  in  the  achromatic  elements  are  always  per- 
manent in  character.  It  seems  quite  probable  that  a  comparatively  easy  method  of 
investigation  has  led  to  an  overestimation  of  the  significance  of  changes  in  the  chro- 
matic substance  of  the  neurone,  and  to  a  neglect  of  probably  more  important  but  less 
easily  studied  changes  in  the  achromatic  element. 

Regeneration.  . 

Regeneration  of  nerve  tissue  in  the  sense  of  an  actual  reproduction 
of  neurones  probably  never  occurs  in  the  adult  human  nervous  system.* 
As  has  been  noted,  extreme  chromatolysis  may  l>e  succeeded  by  complete 
recovery.     In  the  case  of  axonal  chromatolysis,  the  degenerative  process 

1  Marinwo.  (r,%  See  Van  Gehuchten's  "Anatomic  du  Svsteme  Nerveux.'*  p.  339. 
*  Van  Qelnichtcn,  loc.  cit,,  p.  339. 

8  For  review  and  literature  on  **  Regeneration. "  see  Barker,  **  The  Nervous  System." 
p.  245  et  seq. 


740  THE   NERVOUS  SYSTEM. 

usually  reaches  its  maximum  in  about  three  weeks.  Reformation  of 
chromophilic  bodies  then  begins.  This  reconstructive  process  is  slow, 
the  cells  often  requiring  months  to  return  to  a  normal  condition.  At 
some  stage  of  the  process  there  is  usually  an  over-production  of  chro- 
matic substance,  and  the  cells  appear  darker  than  normal. 

Primary  union  between  the  ends  of  divided  nerve  fibres  does  not 
occur.  Complete  degeneration  of  the  distal  portion  always  precedes  the 
regenerat  i ve  process.  In  this  reconstruction  the  nuclei  of  the  neurilemma 
seem  to  play  an  important  part.  They  increase  in  number,  and  there  is 
also  an  increase  in  the  protoplasm  which  surrounds  them.  With  union 
of  the  divided  ends  the  axoues  of  the  central  stump  may  grow  out  again 
if  the  ganglion  cells  be  intact,  and  ultimately  resume  function.  The 
myelin  first  reappears  as  droplets  which  coalesce  and  finally  form  a 
complete  sheath.  This  reconstructive  process  in  the  nerve  fibre  is  ex- 
tremely slow,  often  requiring  many  months  for  its  completion. 

Replacement  Neuroglia  Hyperplasia. — Under  various  condi- 
tions in  which  there  is  destruction  of  the  parenchyma,  as,  e.g.,  in  ascend- 
ing and  in  descending  degeneration  in  the  spinal  cord,  there  ocelli's  a 
compensatory  increase  in  the  interstitial  elements.  This  new  tissue  is  at 
first  cellular,  most  of  the  cells  being  of  the  spider  variety.  Later  there 
is  an  increase  in  the  neuroglia  fibres,  and  the  tissue  often  liecomes  dense 
and  hard.  What  part  the  mossy  cells  or  other  less  common  types  of 
neuroglia  cells  take  in  the  proliferative  process  is  as  yet  unknown. 
With  the  increase  in  fibres  there  are  often  shrinkage  and  the  formation  of 
dense  fibrous  tissue.  This  replacement  hyperplasia  in  neuroglia  seems 
quite  similar  in  nature  to  replacement  connective-tissue  hyperplasia  in 
other  organs,  and  is  often  considered  inflammatory. 


Degenerations  Affecting  Systems  of  Neurones. 

General  Considerations  Concerning  Neurone  Systems. 

Before  considering  the  subject  of  systemic  degeneration  we  mav  refer  briefly  to 
the  situation  in  the  nervous  system  of  certain  of  the  more  important  groups  of  neurones 
and  the  paths  which  their  ax  ones  take. 

That  the  cell  bodies  of  neurones  are  grouped  in  the  gray  matter  of  the  brain,  con? 
and  ganglia,  and  in  the  end  organs  of  certain  nerves  of  special  sense,  has  already  l>een 
.mentioned.  This  grouping  of  neurones  serves  definite  physiological  ends.  Their  cell 
bodies  form  centres  or  nuclei,  while  their  axones  are  collected  into  bundles  or  fibre 
tracts.  Thus,  in  the  region  of  the  fissure  of  Rolando  are  grouped  the  centres  of  those 
neurones  which  have  to  do  with  voluntary  motion,  and  what  is  known  as  cerebral  local- 
izatimi  means  the  grouping  of  cell  bodies  of  neurones  for  specific  function.  After  the 
known  localizations  are  eliminated,  there  still  lemains  unaccounted  for  the  greater  part 
of  the  cerebral  cortex,  and  our  present  belief  is  that  these  neurones  are  neurones  of 
association  by  which  the  various  centres  are  brought  into  physiological  relationship. 
Sonic  understanding  of  this  neurone  grouping,  and  especially  of  the  arrangement  of 
their  ueuraxoiii's  as  fibre  tracts  of  the  cord  is  essential  to  an  appreciation  of  those 
defeneration*  which  a  fleet  definite  systems  of  neurones. 

PutiiMiKK  \i.  Motoh  Nki'Kones. — These  neurones  have  their  cell  bodies  in  the  gray 
matter  of  the  anterior  horn  and  in  the  motor  nuclei  of  the  cranial  nerves.     Their  ueur 
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axones  pass  out  as  the  motor  fibres  of  the  cranial  and  of  the  spinal  nerves.  The  entire 
neurone  lies  upon  the  same  side  of  the  body ;  that  is,  the  peripheral  motor  neurone  is 
u  direct." 

The  Upper  on  Cortk  o-Spixal  Motor  Neurones  have  their  cell  bodies  situated 
mainly  in  the  cerebral  cortex  near  the  fissure  of  Rolando.  Their  neuraxones  converg- 
ing, pass  through  the  internal  capsule,  pons,  and  medulla,  sending  off  fibres  to  the 
motor  nuclei  of  the  cranial  nerves.  In  the  medulla  the  tract  comes  to  the  surface  as  the 
anterior  pyramid*.  At  the  junction  of  medulla  and  cord  occurs  the  pyramidal  decussa- 
tion in  which  most  of  the  fibres  of  the  tract  cross  to  the  opposite  lateral  region  of  the 
cord,  to  be  known  as  the  crossed  pyramidal  tract,  while  a  minority  remain  on  the  same 
side,  to  pass  down  the  cord  as  the  direct  pyramidal  tract.  As  the  tracts  descend,  fibres 
continuously  leave  them  to  terminate,  those  of  the  crossed  tract  in  the  gray  matter  of 
the  same  side,  those  of  the  direct  tract,  after  passing  through  the  anterior  commissure, 
in  the  gray  matter  of  the  opposite  side.  The  corticospinal  motor  tract  is  a  crossed 
tract . !  These  tracts  present  variations  in  size  and  length.  They  are  often  asymmetrical. 
The  crossed  tract  extends  to  the  lower  sacral  cord.  The  direct  tract  usually  ends  about 
the  mid-dorsal  region,  though  it  has  been  followed  as  low  as  the  second  lumbar  segment. 

The  Sensory  Afferent  Tract,  like  the  motor,  consists  of  two  segments,  an 
upper  and  a  lower. 

The  hirer  or  peripheral  ftenwry  neurone  tract  has  its  cell  bodies  in  the  ganglia  of  the 
spinal  and  of  the  cranial  nerves.  Their  peripheral  arms,  which  Van  Gehuchten  con- 
siders protoplasmic  processes,  are  axis  cylinders  of  cranial  or  of  spinal  nerves.  Their 
central  processes  or  axones  pass  into  the  cord  as  the  fibres  of  the  posterior  roots  and 
enter  the  posterior  columns.  Here  they  divide  into  ascending  and  descending  arms. 
The  descending  arm  is  short,  and  with  its  collateral  branches  soon  terminates  in  the 
gray  matter  of  the  same  side  of  the  cord.  The  ascending  arm  may  also  be  short,  and 
with  its  collaterals  terminates  as  does  the  descending.  It  may  pass  a  considerable  dis- 
tance up  the  cord  and  then  end  in  the  gray  matter.  It  may,  as  one  of  the  long  fibres 
of  the  posterior  columns,  continue  upward  to  the  medulla,  where  it  terminates  in  one  of 
che  posterior  column  nuclei.  These  long  fibres  pass  inward  as  they  pass  upward,  so 
that  the  lower  the  origin  of  the  fibre  the  more  mesial  is  its  position  in  the  upper  part  of 
the  cord.  The  entire  neurone  lies  upon  the  same  side  of  the  cord.  The  lower  sensory, 
like  the  lower  motor  neurone,  is  direct. 

Upi*r  Si-nmry  Neurone*. — The  arrangement  of  these  neurones  is  extremely  complex, 
and  only  those  whose  axones  enter  into  the  formation  of  distinct  tracts  of  the  cord  will 
be  here  mentioned.  Of  the  above-described  central  arms  of  the  peripheral  sensory  neu- 
rones, some  of  the  shorter  enter  the  ^my  matter  of  the  cord  and  with  their  collaterals 
terminate  around  motor  cells  (reflexes).  Others  terminate  around  cells  whose  axones 
cross  to  the  opposite  side  of  the  cord  and  pass  upward  as  the  anterolateral  ascending 
tract,  or  tract  of  Gowers.  Other  fibres  terminate  around  cells  of  the  column  of  Clarke, 
the  axones  of  which  pass  upward  as  the  direct  cerebellar  tract. 

In  addition  to  these  maiu  fibre  tracts,  there  are  in  all  regions  of  the  cord  fibres 
which  are  commissural  in  character.  These  fibres  an?  the  axones  of  cells  situated  in  the 
gray  matter  of  the  cord,  and  after  passing  a  short  distance  up  or  down  and  sending  col- 
laterals into  the  gray  matter,  themselves  re-enter  the  gray  matter  and  terminate  there. 
These  short  fibres  make  up  the  so-called  ground  bundles  or  fundamental  columns  of  the 
cord.  They  attain  their  greatest  development  in  those  regions  of  the  cord  where  the 
reflex  centres  are  most  extensive,  i.e.,  in  the  lumbar  and  cervical  enlargements. 

Secondary  Degenerations. 

Secondary  degenerations  are  dependent  upon  the  fact  already  noted 
that  the  cell  body  being  the  trophic  centre  of  the  neurone,  the  axone 
when  separated  from  its  cell  body  dies. 

1  Certain  recent  observations  tend  to  show  that  there  may  be  a  small  number  of 
"direct"  fibres  in  the  so-called  crossed  pyramidal  tract. 
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Descending  Degeneration. — Any  cortical  lesion,  such  as  embolic 
softening  and  apoplectic  clots,  which  destroys  the  nerve  cells,  or  any 
lesion  of  the  brain  or  cord  which  interrupts  the  axone  tracts  of  the 
corticospinal  system  of  neurones,  determines  a  complete  degeneration  of 
the  affected  axoues  (Fig.  437).  The  course  of  these  axoues  has  been 
described.     Thus  a  lesion  of  the  brain  affecting  motor  neurones  is  fol- 
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Fig.  4,17. -svconi>art  descending  degeneration. 

From  bipoKirrhusi^  Intn  the  Internal  capsule,  almuM  complete  degeneration  «t  the  direct  pyramidal  tract 
deftenerateit  nhrrs  In  Hie  frosaed  tract  ou  the  name  aide  aa  the  lesi™. 

lowed  by  a  degeneration  in  the  motor  tract  of  the  same  side  down  to  the 
pyramidal  decussation,  and  below  that,  point,  in  the  direct  motor  tract 
on  the  same  side  and  in  the  crossed  tract  on  the  opposite  side,  the  num- 
ber of  degenerated  fibres  being  proportionate  to  the  number  of  cells  de- 
stroyed or  axoues  interrupted.  In  a  number  of  cases  of  descending  de- 
general  ion  due  to  cerebral  lesions,  degenerated  fibres  were  found  in  the 
crossed  pyramidal  tract  on  the  same  side  as  the  lesion.  This  degenera- 
tion was  not  present  in  all  cases,  and  in  no  ease  was  it  as  marked  as  the 
degeneration  in  the  opposite  lateral  tract.  The  most  probable  explana- 
tion is  that  a  small  numl)cr  of  fibres  instead  of  decussating  pass  down 
into  the  cord  in  the  lateral  tract  of  the  same  side. 

In  descending  degeneration  due  to  a  lesion  below  the  pyramidal  de 
cussat  ion  a  somewhat  different  picture  is  presented.  In  a  complete  trans- 
verse lesion  there  is  degeneration  of  both  crossed  and  of  both  direct  pyr- 
amidal tracts.  If  the  lesion  is  unilateral  the  degenerations  are  upon  the 
same  side  as  the  lesion.  The  areas  of  degeneration  are  also  larger  and 
less  sharply  defined  than  in  cerebral  lesions.  Then  in  addition  to  the 
degeneration  of  Ihe  pyramidal  tracts  there  is  a  degeneration  of  a  con- 
siderable number  of  libres  in  a  crescent -shaped  urea  lying  near  the  periph- 
ery of  the  anterolateral  region  and  extending  from  the  crossed  to  the 
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direct  tract.  Degeneration  of  these  fibres  has  been  described  by  Marchi ' 
after  removal  of  the  cerebellum.  He  considers  them  descending  cere- 
bellar fibres.  The  so-called  comma-shaped  degeneration  in  the  posterior 
columns  is  sometimes  preseut.  Schultze'  regards  these  fibres  which 
are  situated  about  the  middle  of  the  posterior  columns,  as  descending 
axones  of  spinal  ganglion  cells.  Tooth '  thinks  that  they  are  more  prob- 
ably descending  branches  of  commissural  neurones.  In  the  fundamental 
columns  the  degeneration  extends  but  a  short  distance  below  the  seat  of 
injury,  aud  of  course  affects  oidy  those  axones  which  descend. 

Ascending  Degeneration. — Any  lesion  which  destroys  the  spinal 
gaugliou  cells  or  which  interrupts  their  axones  determines  a  secondary 
ascending  degeneration  in  the  posterior  columns  (Fig.  438).  Any  lesion 
of  the  cord  which  interrupts  the  tract  of  Gowers  or  the  direct  cerebellar 
tract  is  followed  by  degeneration  of  the  fibres  of  these  tracts  above  the 
lesion  (Fig.  438).  Immediately  above  the  lesion  there  is  complete  de- 
generation of  the  tracts.  As  we  pass  upward  new  undegeueratcd  fibres 
from  the  spinal  ganglia  above  the  lesion  enter  the  column  of  Burdach, 
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so  that  there  appears  in  the  posterior  columns  a  constantly  increasing 
number  of  normal  fibres.  Also  in  the  column  of  flowers  undegoncrnted 
fibres  appear  as  one  piisses  upward  from  the  lesion.     Some  of  these  fibres 

'ifnrrhi,  "Origine  c  dceoroso  (lei  pcduucoli  eerelK-lliiri."  Rev.  Sper.  de  Fren,  e 
Med.  eleg.,  Bd.  xvii  .  p.  867, 

'  Sehullir,  "On  Comma-shaped  Degeneration  <if  the  Posterior  Columns."  Arch.  f. 
Piych..  1888. 

*Ti*-t/t,  "Goulstonian  Lectures  on  Secondary  Degeneration  of  tile  Spinal  Con],1"  Lon- 
don, 1889. 
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probably  have  their  origin  in  the  gray  matter  of  the  eord,  and  the  num- 
ber of  normal  fibres  is  in  proportion  to  the  number  of  these  cells  be- 
tween the  lesion  and  the  point  at  which  the  section  is  taken.  Descending 
fibres  in  these  columns  have  already  been  mentioned.  They,  of  course, 
do  not  degenerate.  If  the  lesion  be  above  Clarke's  columns  the  degen- 
eration in  the  cerebellar  tracts  remains  complete ;  if  not,  the  number  of 
normal  fibres  is  in  proportion  to  the  number  of  Clarke's  column  cells 
between  the  lesion  and  the  point  of  section.  The  ascending  fibres  of  the 
fundamental  columns  also  degenerate,  but  are  so  short  that  they  cunnot 
usually  be  traced  beyond  the  area  of  direct  action  of  the  traumatism. 


Primary  Degenerations. 

Degeneration  of  the  Peripheral  Motor  Neurones. 

Progressive  spinal  muscular  atrophy  is  the  clinical  designation  of 
a  disease,  the  underlying  lesion  of  which  is  a  progressive  atrophy  or 
degeneration  of  the  lower  motor  neurones.  There  is  a  degeneration  of 
the  large  motor  cells  of  the  anterior  horns  and  of  their  processes.  This 
degeneration  goes  on  to  complete  destruction  of  some  neurones.  With 
the  loss  of  nerve  tissue  proper  there  is  a  compensatory  growth  of  neu- 
roglia. In  a  well-advanced  case  section  of  the  cord  shows  a  marked 
diminution  in  the  number  of  anterior  horn  cells  and  an  atrophic  condition 
of  the  horn  itself  and  of  the  anterior  roots.  The  lesion  usually  begins  in 
the  cervical  region.  More  rarely  it  starts  in  the  lumbar  cord.  The  de- 
generation may  extend  to  the  motor  cranial  nerve  nuclei,  giving  the 
picture  of  a  progressive  bulbar  paralysis.  The  medullary  nuclei  most 
commonly  involved  are  the  hypoglossal  and  the  spinal  accessory.  Less 
often  the  degeneration  affects  the  cells  of  origin  of  the  fifth  and  seventh. 
Degeneration  of  the  peripheral  nerves  has  l>eeii  described.  The  muscu- 
lar lesions  correspond  to  the  lesions  in  the  cord,  the  muscles  of  the  hand 
and  arm  being  usually  first  affected.  For  the  degenerative  changes  in 
the  muscles  see  page  687.  This  lesion  is  sometimes  described  as  a 
chronic  antero-poliomyelitis.  Both  its  clinical  history  and  its  pathology, 
however,  indicate  the  degeneration  as  the  initial  lesion  and  the  neuroglia 
increase  as  secondary — a  replacement  hyperplasia. 

Degeneration  of  the  Corticospinal  Motor  Neurones. 

Spastic  Paraplegia — Spastic  Spinal  Paralysis. — This  may  l>e  deseril>ed  as 
a  primary  lesion  of  the  upper  or  corticospinal  motor  neurones.  It  is 
probable  that  the  lesion  affects  the  entire  neurone.  As  a  distinct  patho- 
logical entity  the  condition  is  extremely  rare.  Whether  it  originates  in 
a  degeneration  of  the  cell  bodies  of  these  neurones  in  the  cortex  is  not 
known.  The  clinical  picture  of  spastic  paraplegia,  due  to  compression, 
to  a  transverse  myelitis,  or  to  a  multiple  sclerosis,  is  not  uncommon. 
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Marie'  considers  spastic  paraplegia  as  a  disease  appearing  in  childhood, 
and  due  to  a  faulty  development  of  the  corticospinal  motor  neurones, 
rattier  thau  to  their  degeneration. 

Degeneration  of  Both  Peripheral  and  Corticospinal  Motor 
Neurones. 
Amyotrophic  Lateral  Sclerosis. — This  is  a  pri in ary  progressive  degener- 
ation involving  both  corticospinal  and  spiuo-peripheral  motor  neurones, 
The  appearance  of  the  transverse  section  of  the  cord  is  a  combination  of 
that  in  spastic  paraplegia  and  in  progressive  muscular  atrophy.     There 


is  a  degeneration  of  the  cells  of  the  anterior  horn  with  atrophy  of  the 
horn  itself,  and  a  degeneration  of  the  fibres  of  the  direct  and  of  the 
crossed  pyramidal  tracts  {Fig.  439).  The  lesion  in  the  horns  is  usually 
pronounced.  The  extent  of  involvement  of  the  motor  tracts  of  the  cord 
is  extremely  variable.  The  degeneration  in  these  tracts  has  been  traced 
through  the  medulla,  pons,  and  eras  to  the  cortex,  where  changes  have 
been  observed  in  the  large  pyramidal  cells.  In  the  gray  matter  of  the 
medulla  are  also  found  changes  analogous  to  those  in  the  anterior  horns, 
consisting  in  degeneration  of  the  cells  of  the  motor  cranial-nerve  nuclei. 
The  muscle  changes  are  those  of  a  progressive  muscular  atrophy. 


Degeneration  of  the  Peripheral  Sensory  Nevkoneh — (Tabes 
Dorsalis — Posterior  Spinal  Sclerosis — Locomotor  Ataxia). 
It  seems  probable  that  the  essential  lesion  of  tabes  is  a  primary  pro- 
gressive degeneration  of  the  peripheral  sensory  neurones.     As  its  older 

1  Marie,  "  Lectures  ou  Diseases  of  the  Spinal  Cord,"  London,  N.  fi.  Sot..  1885. 
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niiss>ire  and  the  adjacent  parts  of  the  posterior  horns.  In  the  lumbar 
regions  the  median  area  of  Flechsig  also  remains  intact.  As  already 
noted  these  fibres  are  endogenous. 

The  microscopical  appearance  of  the  degenerated  areas  varies  with  the 
stage  of  the  process  (Fig.  442).  The  new  connective  tissue  may  lie  at 
first  quite  cellular;  later  the  fibrillar  elements  predominate  and  the 
tissue  becomes  dense  and  firm.  Of  the  nerve  fibres  some  have  disap- 
peared, others  show  degeneration  of  their  medullary  sheaths  and  axis 
cylinders.  Some  few  normal  fibres  are  usually  present  even  in  advanced 
sclerosis.     The  blood-vessels  often  have  thickened  walls.     There  may  be 
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corponi  amylaeea  and  fat  globules,  the  latter  either  free  or  collected  in 
cells. 

The  lesion  of  tabes  is  not,  however,  confined  to  the  posterior  columus. 
The  posterior  hovua  are  usually  smaller  than  normal,  with  a  marked  re- 
duction in  the  number  of  fibres  entering  them  from  the  posterior  col- 
umns. According  to  the  researches  of  Lissauer, '  the  colninm  of  Clarke  in 
the  doi-so-lumlmr  region  show  a  diminution  in  the  number  of  delicate 
fibrils  which  under  normal  conditions  surround  I  he  ganglion  cells.  Atro- 
phy nf  the  ptixtcriur  roots  almost  always  occurs.  Under  the  microscope 
then'  is  seen  a  great  reduction  in  the  number  of  entering  fibres.  .Similar 
atrophy  may  affect  the  sensory  roots  of  the  cranial  nerves.  Degenerative 
changes  in  the  <-<-lln  tif  tlir  poxferior  root  gun ;il hi  have  Iteen  desoril>ed  in  a 
nuuilxT  of  cases.  In  Plate  XIII.,  7,  is  se<'n  a  portion  of  a  spinal 
ganglion  from  a  case  of  advanced  taltes.  In  addition  to  the  degenera- 
tion in  the  cells  present  there  was  a  marked  reduction  hi  the  nuinlier  of 
cells  in  the  ganglion. 

1  Liwter,  Fortschrlttc  iler  Medlcln.  Bd.  ii..  No.  4.  1884. 
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Degeneration  of  the  peripheral  nerves  is  of  frequent  occurrence  in  tabes 
and,  like  similar  conditions  due  to  toxic  agents,  is  usually  referred  to 
as  a  neuritis.  The  changes  are  usually  most  pronounced  in  the  smaller 
peripheral  branches.  Degeneration  of  the  optic  nerve — optic  neuritis, 
so  called — occurs  in  from  ten  to  twenty  per  cent  of  cases.  There  may 
be  changes  in  the  nerve  cells  of  the  retina.  The  same  condition  in  the 
auditory  nerve  is  less  frequent.  Changes  have  l>een  described  in  the  spi- 
nal root  of  the  fifth  cranial  and  in  the  fasciculus  solitaries  which  consists 
of  afferent  fibres  of  the  vagus  and  glossopharyngeal  nerves.  Changes 
have  been  observed  in  the  peripheral  sensory  end  organs.  Degeneration  of 
the  cell*  of  the  anterior  horns  has  been  noted  bv  Condoleon.'  This  has 
been  accepted  by  some  investigators  as  explanatory  of  the  various  trophic 
disturbances  which  so  frequently  occur  during  the  course  of  tabes.  Sim- 
ilar changes  have  been  found  in  the  nuclei  of  two  of  the  motor  cranial 
nerves,  the  oculomotor  and  the  hypoglossal.  Others  ascribe  the  trophic 
disturbances  to  a  peripheral  neuritis.  Marie2  describes  a  case  interest- 
ing in  this  connection,  in  which  there  was  marked  hemiatrophy  of  the 
tongue  with  distinct  changes  in  both  main  and  accessory  nuclei  of  the 
hypoglossal  nerve  on  the  same  side,  the  opposite  nuclei  being  normal. 
Oppenheimer  describes  a  similar  case  of  tabes  with  laryngeal  crises  in 
which  there  were  pronounced  degenerative  changes  in  the  pneumogastric 
nucleus  and  in  the  ascending  root  of  the  glossopharyngeal.  Changes 
have  been  described  in  the  cells  of  the  cerebral  cortex.  They  are  similar 
to  those  found  in  dementia  paralytica,  but  less  marked. 

Although  various  hypotheses  have  been  advanced  in  explanation  of  the  tabetic 
lesion,  and  especially  in  reference  to  the  fairly  constant  selection  of  certain  groups  of 
neurones,  doubt  still  exists  as  to  the  origin  and  essential  nature  of  the  process.  Earlier 
writers  looked  upon  the  lesion  as  a  primary  sclerosis  of  the  posterior  columns,  probably 
of  vascular  origin.  Flechsig3  and  Trepinski 4  describe  the  posterior  columns  as  made  up 
of  several  distinct  systems  of  fibres,  each  system  distinguishable  from  the  others  by  its 
period  of  ripening  or  myelinization.  They  assert  that  the  tabetic  process  affects  these 
different  systems  successively.  As  the  systems  overlap  one  another,  this  would  explain 
the  admixture  at  certain  stages  of  tabes  of  normal  and  abnormal  fibres.  Present 
knowledge  favors  the  view  that  tabes  is  a  primary  degeneration  of  the  peripheral  sen- 
sory system  of  neurones,  the  degeneration  affecting  the  entire  neurone,  and  that  the 
picture  presented  by  the  tabes  cord  varies  with  the  particular  neurones  affected.  The 
cell  bodies  of  these  neurones  are  in  the  spinal  ganglia  and  their  cranial  analogues. 
Thorough  examinations  of  spinal  ganglion  cells  have  as  yet  been  made  in  too  few  cases 
to  warrant  any  general  conclusions.  Degeneration  of  spinal  ganglion  cells  in  tabes  has 
been  reported  even  in  cases  dying  early  in  the  disease.  Such  degenerations  are  best 
shown  by  the  method  of  Nissl,  the  general  application  of  which  is  comparatively 
recent.  Certain  it  is  that  a  degeneration  which  affects  both  peripheral  and  central  proc- 
esses of  the  neurone,  and  yet  is  most  pronounced  in  those  parts  of  the  neurone  farthest 
removed  from  its  nutritive  centre,  is  most  easily  explained  on  the  basis  of  some  agent 

1  Condoleon,  "Contribution  a  l'etude  pathogenique  de  ramvotrophie  tabetique." 
These  de  Paris,  1887. 

*  Marie,  loc.  cit.,  p.  258. 

3  Flechtig,  "Die  Leitungsbahnen  im  Gehirn  und  Ruckenmark,"  Leipsic,  1878.  *Ist 
die  Tabes  Dorsalis  eine  System  Erkrankung?"     Neur.  Cent..  Bd.  ix. 

4  Trepintki,  %<  Die  embrvonalen  Fasersysteme  in  den  IlintcrstiUngcn  und  ihre 
Degeneration  bei  der  Tabes  £>orsalis."     Arch.  f.  Psych,  und  Nerv.,  Bd.  xxx..  1897. 
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affecting  the  general  metabolism  of  the  neurone  A  majority  of  the  rases  of  tabc*  gire 
a  syphilitic  history.  Our  knowledge  of  the  effects  of  toxins  upon  neurones  is  certainly 
Dot  opposed  to  the  consideration  of  such  a  toxin  as  tile  etiological  factor  En  talies. 

Oomrixed  System  Degeneration — Ataxic  Paraplegia. — This  is 
a  disease  of  uncertain  etiology,  iu  which  tliere  are  degenerative  changes 
in  both  motor  and  sensory  neurone  systems  (Fig.  44;!).  The  tracts  usu- 
ally involved  are  those  of  Burdach  and  of  Goll,  the  direct  cerebellar 
tracts,  and  the  crossed  pyramidal  tracts.  Less  commonly  the  degenera- 
tion extends  to  the  tracts  of  Gowers  and  to  the  direct  pyramidal  tracts. 
It  seems  probable  that  the  lesion  in  the  cord  is  not  always  the  expression 


of  the  same  pathological  process,  and  that  in  many  cases  it  is  not  the 
result  of  a  true  systemic  degeneration.  In  perhaps  the  minority  of  eases 
the  lesion  corresponds  to  the  tract  systems  of  the  cord  and  probably 
represents  a  combined  sensory- motor  degeneration.  Such  are  those  rare 
cases  in  which  the  degeneration  affects  all  of  the  aliove-nieutioned  tracts. 

Ai ■cm-ding  to  Dcjcriue,  the  appcaranee  of  a  combined  system  disease  may  lie 
induced  tiy  I  lie  cliiniik-  meningitis,  which  exists  over  the  posterior  columns  iu  talies, 
extending  furwnnl  over  the  direct  cerebellar  tract,  the  productive  inflammation  finally 
spreading  in  this  tract  and  to  the  crossed  pyramidal.  In  these  eases  thai  part  of  the 
latter  tract  which  lies  deepest,  i.e.,  close  to  the  gray  matter,  usually  remains  unin 
volved.  Marie  lays  particular  stress  upon  the  arterial  systems  of  the  cord  as  the  prime 
factor  in  many  (ruses,  culling  attention  lo  the  fact  that  the  lesion,  as  it  is  most  commonly 
found,  coincides  almost  exactly  with  the  distribution  of  the  posterior  spinal  arteries 
By  hi  hers  the  lesion  is  ascrilicd  to  a  multiple  sclerosis,  the  restriction  of  the  degeneration 
to  definite  tracts  being  only  apparent.  It  is  possible  that  in  some  cases  the  patho 
logical  picture  of  a  combined  sclerosis  may  be  due  to  secondary  degeneration  following 

A  subacute  type  of  combined  system  degeneration  lias  been  descrilied  by  Russell.' 
Tlu:  degeneration  involved  tin- same  tracts  affected  in  the  mure  chronic  type,  and  was 

'Brain.  Spring.  1900,  vol.  xxiii.,  No.  8», 
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often  very  extensive  at  some  levels  of  the  cords  studied,  there  l>eing  only  a  thin  layer 
of  normal  fibres  covering  the  gray  matter. 

Under  the  name  of  diffuse  degeneration  of  the  spinal  cord.  Putnam  and  Taylor1 
describe  a  somewhat  similar  condition,  leaving  open  the  question  as  to  the  systemic 
nature  of  the  process. 


Friedreich's  Ataxia.     {Hereditary  Ataxia.) 

This  disease  while  often  referred  to  as  hereditary  ataxia,  has  moi*e  of 
a  family  than  of  a  distinctly  hereditary  character.  Its  pathology  is 
marked  by  a  decrease  in  the  size  of  the  spinal  cord,  the  diameter  of  which 
is  often  not  more  than  three-quarters  that  of  the  normal  cord.  Degen 
eration  of  the  columns  of  Goll  is  usually  quite  complete.  Less  marked 
degeneration  is  found  in  the  columns  of  Burdach,  in  the  direct  cerebellar 
and  in  the  crossed  pyramidal  tracts.  The  marginal  tract  of  Lissauer  may 
or  may  not  be  affected.  In  the  posterior  horns  and  in  the  columns  of 
Clarke  the  condition  resembles  that  in  tabes.  There  may  be  atrophy  of 
the  cerebellum. 

Marie  notes  in  addition,  atrophy  and  disappearance  of  the  cells  of  Clarke's  column. 
Blocq  and  Marinesco2  describe  degeneration  of  the  posterior  root  fibres  similar  to  that 
found  in  tabes.  Friedreich3  and  Rtttimeyer4  find  atrophy  of  the  anterior  horn  cells. 
The  determining  cause  of  the  disease  and  the  nature  of  the  morbid  process  are  as  yet 
undetermined.  It  seems  probable  that  the  condition  of  the  cord  may  be  more  properly 
considered  an  abnormality  of  development  rather  than  a  degeneration. 


Cerebellar  Ataxia. 

Atrophy  of  the  cerebellum  was  noted  as  sometimes  occurring  in  Fried- 
reich's ataxia.  In  that  disease,  however,  the  cord  lesion  was  most 
marked.  In  cerebellar  ataxia  the  lesion  of  the  cord  is  slight  or  absent, 
the  chief  lesion  being  an  atrophy  of  the  cerebellum.  This  atrophy  is 
accompanied  by  little  or  no  sclerosis,  the  organ  l>eing  simply  smaller 
than  normal. 

INFLAMMATION. 

Inflammation  of  the  Brain.     (Eneephalitis.) 

Acute  Encephalitis, — Inflammatory  processes  in  the  nervous  system, 
whether  of  an  exudative  or  of  a  productive  type,  are  frequently  consecu- 
tive to  or  coincident  with  the  more  severe  forms  of  degeneration  or  other 
lesions,  thus  making  differentiation  of  the  processes  often  extremely  dif- 

1  Journal  of  Nerv.  and  Ment.  Disease,  January  and  February,  1901. 
*  Blocq,  P.  and  Marine*™,  G.,  "Sur  TAnatomie  Pat  hole  >gique*de  la  Maladie  de  Fried- 
reich." Compte  rend.  Soc.  de  Biol.,  1890. 

8 Friedreich,  K,  Virchow's  Archiv,  Bd.  86.  1881. 
4  liutimeyer,  L.9  Virchow's  Archiv,  Bd.  110,  1887. 
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fieult.  It  has  been  already  mentioned  that  the  brain  tissue  about  haemor- 
rhages and  areas  of  embolic  and  thrombotic  softening  may  undergo  in- 
flammatory changes  leading  to  the  formation  of  new  connective  tissue. 
There  is  a  class  of  cases  in  which  localized  areas  of  the  brain  undergo 
softening,  with  more  or  less  extravasation  of  red  and  white  blood  cells 
and  hyperemia,  so  that  the  softened  material  consists,  as  seen  under  the 
microscope,  of  detritus  of  brain  tissue  in  a  condition  of  fatty  degenera- 
tion, often  with  more  or  less  pus  cells  and  pigment.  When  such  areas  are 
red  in  color  from  intermingled  blood  cells  or  pigment,  the  condition  is 
called  red  inflammatory  softening.  When  fatty  degeneration  prevails,  and 
the  red  blood  cells  or  their  derivatives  are  not  abundant,  the  softened 
area  looks  yellow  or  yellowish- white,  and  this  is  often  called  yellow  in- 
flammatory softening.  The  origin  of  these  processes  is  very  obscure  and 
their  inflammatory  nature  not  well  defined. 

Abscess  of  the  Brain. — Small  multiple  abscesses  of  the  brain  may 
occur  in  pyemia.  Large  abscesses  of  the  brain  are  usually  single ;  they 
may  attain  a  large  size.  They  are  most  frequent  in  the  cerebral  and 
cerebellar  hemispheres,  rare  in  the  basal  ganglia,  the  pons,  and  the 
medulla  oblongata. 

There  may  be  an  irregular  cavity  containing  thin  pus  and  softened 
brain  tissue.  The  walls  of  the  cavity  are  ragged  and  infiltrated  with 
pus,  and  outside  of  the  walls  is  a  zone  of  (Edematous  and  softened  brain 
tissue.  If  the  abscess  be  near  the  pia  mater,  meningitis  may  follow ;  if 
it  be  near  the  lateral  ventricles,  it  may  rupture  into  them ;  if  it  be  near 
the  sinuses  of  the  dura  mater,  it  may  induce  thrombosis.  An  abscess 
may  in  time  become  enclosed  in  a  capsule  of  connective  tissue. 

Abscess  of  the  brain  is  most  frequently  secondary  to  chronic  suppu- 
rative otitis  (42.5  per  cent,  (lowers),  much  less  frequently  to  acute  otitis. 
With  the  otitis  there  may  also  be  caries  of  the  temporal  bone,  suppura- 
tion of  the  mastoid  cells,  and  inflammation  of  the  dura  mater.  The 
abscess  is  usually  situated  deep  in  the  brain,  commonly  in  the  temporo- 
sphenoidal,  the  frontal,  the  occipital  or  the  parietal  lobes,  or  in  the 
cerebellum ;  rarely  it  is  continuous  with  the  inflamed  dura  mater  and 
bone.  Abscess  may  follow  chronic  lesions  in  the  orbit  or  caries  of  vari- 
ous parts  of  the  cranial  bones. 

Abscess  of  the  brain  frequently  follows  traumatism,  blows,  or  falls 
on  the  head.  Such  injuries  may  not  damage  the  skull,  or  may  produce 
fractures  or  necrosis.  There  is  often  a  considerable  interval  between 
the  time  when  the  injury  is  inflicted  and  the  development  of  the  symp- 
toms. 

When  the  cranial  bones  are  uninjured  the  abscess  is  usually  deep  in 
the  brain  ;  when  there  is  necrosis  of  the  bones  the  abscess  may  be  super- 
ficial ;  when  the  bones  are  fractured  the  abscess  may  be  either  superficial 
or  deep.     The  abscess  develops  rarely  in  the  opposite  side  of  the  brain. 

In  acute  exudative  meningitis  from  various  excitants  there  may  be  an 
infiltration  of  the  brain  with  leucocytes;  this  may  be  especially  marked 
in  the  perivascular  tissue  and  around  the  ganglion  cells. 
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An  Acute  Disseminated  Encephalitis,1  hematogenous  in  character,  may 
develop  during  the  progress  of  an  infectious  disease.  It  is  most  com- 
mon in  infective  endocarditis,  in  pyaemia,  and  in  epidemic  cerebrospinal 
meningitis.  It  may  be  associated  with  acute  anteropoliomyelitis,  ap- 
parently due  to  the  same  obscure  etiological  factor.  The  lesion  consists 
in  disseminated  foci  of  inflammation,  or  minute  multiple  abscesses. 
Some  of  these  are  microscopic  in  size,  others  may  be  seen  with  the  naked 
eye.  The  smallest  show  simply  small-round-cell  infiltration  of  the  walls 
of  one  or  more  small  vessels  and  of  the  surrounding  tissue.  The  larger 
spots,  which  undoubtedly  take  origin  in  the  same  way,  are  seen  to  be 
softer  than  the  rest  of  the  tissue,  and  resemble  red  or  yellow  softening, 
according  to  the  amount  of  red  blood  cell  extravasation.  Congestion  is 
usually  marked.  There  inay  be  distinct  hemorrhages.  Degenerative 
changes  with  disintegration  of  the  exudate  usually  set  in  and  determine 
destructive  changes  in  the  neighboring  neurone  and  neuroglia  elements. 
At  the  periphery  of  one  of  these  abscesses  the  neuroglia,  instead  of  l>eing 
in  a  degenerating  condition,  usually  shows  proliferation.  In  the  case  of 
one  of  the  more  minute  inflammatory  foci  complete  resolution  may 
occur  with  absorption  of  the  exudate.  In  the  larger  abscesses  there  may 
be  absorption  of  the  exudate  and  of  the  products  of  degeneration,  and 
a  replacement  neuroglia  hyperplasia,  ultimately  resulting  in  a  sclerotic 
patch. 

Suppurative  encephalitis  may  occur  as  a  result  of  traumatism  or  from 
extension  of  suppurative  meningitis. 

A  form  of  encephalitis  which  has  been  designated  acute  non-suppu- 
rative  hemorrhagic  encephalitis,  has  been  described  by  Striimpell,  Leich- 
teustein,  Oppenheim,  Putnam,8  and  others.  The  lesion  consists  in  the 
occurrence  of  multiple  hemorrhagic,  inflammatory  foci,  which  are  non- 
suppurative, and  which  are  accompanied  by  leucocytic  infiltration.  These 
foci  may  occur  in  any  part  of  the  brain,  but  are  most  numerous  in  the 
white  matter  of  the  brain  and  basal  ganglia.  Some  of  these  hemorrhages 
may  be  quite  large. 

Acute  Inflammation  of  the  Spinal  Cord.     (Acute  MijcUUh.) 

Inflammation  in  the  spinal  cord  is  quite  analogous  to  inflammation 
in  the  brain. 

Acute  Disseminated  Myelitis*  runs  a  rapid  course  and  proves  fatal  in  a 
short  time.     The  inflammation  may  involve  nearly  the  whole  length  of 

1  Under  the  head  of  "  Acute  Parenchymatous  Encephalitis  "  has  been  deseri!>ed  a 
lesion  of  the  ganglion  cells  without  vascular  or  interstitial  changes.  These  lesions  are 
the  result  of  toxamrias  of  either  endogenous  or  exogenous  nature.  They  are  more  prop- 
erly classed  as  parenchymatous  degeneration. 

"■Putnam,  Jour.  ofNcrv.  and  Ment.  Dis.,  vol.  xxiv.,  1897,  bibliography. 

3  Acute  parenchymatous  myelitis,  like  its  analogue  in  the  brain,  is  a  lesion  of  the 
ganglion  cells,  and  is  more  properly  classed  as  a  degeneration.  Embolic  and  throm- 
botic softening  are  more  rare  in  the  cord  than  in  the  brain,  and  are  necessarily  much 
more  restricted  in  extent.  When  of  an  inflammatory  character  they  resemble  the  simi- 
lar brain  lesion  and  are  red  or  yellow  according  to  the  amount  of  extravasation. 
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the  cord,  but  is  usually  more  intense  in  some  places  than  in  others.  The 
coiil  is  swollen  and  congested,  it  is  infiltrated  with  pus  cells,  the  connec- 
tive tissue  is  swollen,  and  there  is  degeneration  of  the  nerve  elements 
proper. 

More  frequently  an  acute  myelitis  is  more,  localized.  It  involves  bnt 
a  small  portion  of  the  length  of  the  cord,  while  laterally  it  may  com- 
pletely cross  it,  and  is  hence  spoken  of  as  a  tmmrerse  myelitis.  When 
the  cord  is  removed  and  laid  upon  the  table,  if  the  lesion  is  marked,  a 
flattening  of  the  cord  at  its  scat  may  be  observed;  or  on  passing  the 
linger  gently  along  the  organ,  the  affected  segment  will  be  found  softer 
than  the  rest  of  the  cord,  sometimes  almost  diffluent.  On  making  a  sec- 
tion through  the  affected  portion  the 
nerve  tissue  may  appear  white  or  red 
or  yellowish  or  grayish." 

Microscopical  examination  shows 
different  appearances,  depending 
upon  the  stage  of  the  degenerative  or 
inflammatory  process.  There  may  be 
much  blood,  or,  if  the  lesion  has 
existed  for  some  time,  blood  pig- 
ments; also  fragments  of  more  or  less 
degenerated  nerve  fibres  and  gan- 
glion cells  (Fig.  444),  myelin  drop- 
lets, free  fat  granules,  and  larger  and 
smaller  cells  filled  with  fat  granules  (Gluge's  corpuscles),  pus  cells,  gran- 
ular matter,  neuroglia  cells,  and  sometimes  corpora  amylacea.  The  vari- 
ous combinations  of  these  elements  give  rise  to  the  different  gross  ap- 
pearances which  the  diseased  part  presents.  In  earlier  stages  of  the 
lesion  the  blood- vessels  maybe  dilated,  the  nerve  fibres  and  cells  swollen: 
orthewallsof  the  blood-vessels  maybe  thickened  or  fatty,  or  surrounded 
by  a  sheath  of  leucocytes  and  cells  derived  from  the  connective- tissue 
cells  of  the  advent  it  ia. 

The  lesion  is  apt  to  commence  in  the  gray  matter  or  at  its  edge,  and 
then  extend  first  laterally  and  afterward  upward  and  downward. 

In  a  certain  number  of  cases  the  degenerated  materia)  may  be  absorbed 
and  a  cicatrix  or  cyst  formed.  After  the  least  extensive  forms  of  the 
lesion  there  may  be  a  restoration  of  the  functions  of  the  cord. 

Secondary  degeneration,  both  ascending  and  descending,  may  occur 
in  this  form  of  myelitis,  varying  in  extent  according  to  the  size  of  the 
primary  lesion.  The  terms  eentmi  miji'litix,  ;m  liphernl  myelitis,  and  uni- 
Infri-itl  mi/r/itix,  are  sometimes  used  to  designate  localizations  of  the  lesion. 
Poliomyelitis  Anterior— Myelitis  of  the  Anterior  Horn. — This  name  is 
applied  to  a  group  of  cases  which  are  characterized  by  clinical  symptoms 
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indicating  changes  in  the  anterior  horns.  The  disease  is  most  common 
in  children,  under  the  name  of  infantile  spinal  parahjHix,  but  occurs,  also 
ill  adults.  It  usually  begins  with  symptoms  of  an  acute  infectious  dis- 
ease, the  paralysis  supervening  after  a  few  days.  It  varies  in  acuteuess, 
severity,  and  duration.  In  many  cases  there  is  complete  recovery,  and 
then  we  must  suppose  that,  the  changes  in  the  nervous  tissue  were  not 
destructive  in  character.  In  other  cases  the  symptoms  are  more  perina- 
ueut,  indicating  a  destructive  lesiou. 

At  first  a  considerable  group  of  muscles,  usually  of  the  arms  or  legs, 
is  affected,  ltesolution  taking  place,  there  may  be  complete  disapjiear- 
ance  of  the  paralysis.  More  commonly  there  is  return  of  function  iu 
mast  of  the  muscles,  while  some  few  remain  permanently  paralyzed  and 
become  atrophied.     The  lesion  is  most  frequent  in  the  lumbar  and  cer- 


vical enlargements,  but  may  occur  anywhere,  and  is  often  found  iu  scat- 
tered patches.  'Earlier  autopsies  were  in  cases  of  long  standing,  and 
the  changes  found  consisted  in  degeueration  (Fig.  445),  shrinkage,  pig- 
mentation, and  atrophy  of  the  ganglion  cells  of  the  anterior  horns,  an 
increase  in  the  connective  tissue  of  the  cornua  and  of  the  adjacent  white 
matter,  often  with  destruction  of  considerable  portions  of  the  horns, 
atrophy  of  the  anterior  roots,  and  distortion  of  the  cord. 

Instead  of  this  shrinkage  and  atrophy  of  the  horns  there  is  sometimes 
found,  especially  if  the  case  come  to  autopsy  not  too  long  after  the  onset, 
a  gelatinous  condition  of  the  horns,  the  place  of  the  horns  being  occupied 
by  young  neuroglia  tissue  with  many  branching  cells  and  fine  delicate 
fibrils  resembling  glioma  (Fig.  446).  This  gliomatous  tissue  may  break 
down,  forming  a  cavity  surrounded  by  young  neuroglia  tissue.  More  re- 
cently autopsies  made  early  in  the  course  of  the  disease  show  that  the 
changes  described  above  represeut  only  later  stages  of  what  originated 
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as  aii  acute  inflammatory  process.     Examination  of  the  curds  from  such 
early  .cawes  shows  congestion,  exudation  of  leucocytes  iuto  the  perivas- 
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cular  and  nerve-cell  spaces,  and  proliferation  of  the  neuroglia.  Degen- 
eration of  the  nerve  cells  occurs,  probably  secondary  to  the  inflammatory 
lesion.  The  inflammation  is  similar  to  that  of  an  ordinary  acute  mye- 
litis, but  seems   to  be  confined 

mainly  to  the  area  of  distribu-  -^-  .— 

tion  of  the  anterior  spinal  artery. 

In  about  one-third  of  Hie 
cases  which  are  clinically  in- 
cluded under  acute  anterior  po- 
liomyelitis, the  onset  is  without 
fever,  and  there  is  at  no  time 
any  evidence  of  the  existence  of 
an  inflammatory  process.  While 
thrombosis  of  a  blanch  of  the 
anterior  spinal  artery  or  hemor- 
rhages into  the  anterior  horns 
have  been  suggested  in  explana- 
tion of  these  cases,  their  patholo- 
gy remains  as  yet  undetermined. 

Acute  Ascending  Paralysis — 
Landry's  Paralysis.  —  This  is  a 
rare  disease  characterized  clini- 
cally   by    a    rapidly    ascending 

extremities  ami  progressing  up- 
ward to  involve  the  body,  anus, 
and  head.  T'ntil  recently  no 
pathological      C  h  a  n  g  e  s      were 
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known  to  explain  the  symptoms.  Within  the  last  few  years  a  number 
of  cases  have  been  reported  in  which  the  lesion  was  an  acute  myelitis 
with  or  without  an  accompanying  polyneuritis  (Fig.  447). 

Bailey  and  Ewing1  reported  a  case  in  which  the  cord  showed  congestion  with  capil- 
lary hemorrhages  and  e  ire  urn  vascular  small  round -cell  Infiltration  (Figs.  448  and  44»). 
The  ganglion  cells  were  in  various  stages  of  degeneration.  Similar  lesions  have  been 
reported  liy  Marie  and  Marinesco,  by  Hertz  and  Lesne,  and  by  others.  Mills  and  K  pi  Her 
report,  in  some  eases  a  polyneuritis  in  addition  to  the  myelitis.  Krewer  Haifa  an  acute 
myelitis  anil  neuritis,  and  considers  the  lesion  due  to  a  non-specific  infection.  Ilrault 
reports  three  cases  in  which  symptoms  of  Landry's  paralysis  followed  lympbangitic 
abscesses  from  excoriation  of  lower  limbs.  He  considers  these  eases  of  "  my  die  locali- 
zation of  a  streptococcus  infection."     Rem  linger  describes  a  case  in  which  the  strepto- 


coccus was  detected  in  the  spinal-cord  substance  liy  cultivation  and  by  stained  sections. 
Hemlinger  also  states  that  he  lias  induced  symptoms  of  an  acute  ascending  paralysis 
in  rabbits  by  inoculating  them  with  pus  from  a  septic  abscess. 

Inflammation  of  the  Serves.     (Xeuritis.) 

In  the  nerves,  as  in  the  brain  and  cord,  degenerative  changes  commonly  accompany 
Inflammation,  and  a  distinction  is  often  difficult.  The  difficulty  in  sharp  differentiation 
lies  in  the  fact  that  degenerative  changes  in  nerves,  when  intense  or  long  continued. 
oficn  lend  in  inflammations,  and  that  inflammatory  conditions  in  nerves  often  determine 
secondary  degenerative  changes  in  the  nerve  fibres. 

Acute  Exudative  Neurit  is. — Acute  inflammation  of  the  nerves  may  oc- 
cur as  the  result  of  injury,  or  it  may  be  secondary  to  an  inflammatory 
process  in  their  vicinity,  although,  owing  to  the  dense  lamellar  sheaths 
and  the  special  blood  supply,  the  nerve  trunks  may  escape  participation 
in  even  very  severe  inflammatory  processes  in  surrou tiding  tissues.  The 
inflamed  nerve  may  be  red  and  swollen  and  infiltrated  with  serum  and 
pus  cells.  The  process  may  undergo  resolution  or  terminate  in  destruc- 
tion of  the  nerve,  or  it  may  become  chronic,  and  result  in  the  formation 
of  new  connective  tissue.  Degeneration  and  regeneration  of  the  nerve 
fibres,  similar  to  thase  described  as  following  division  of  nerve  trunks, 
may  occur  in  acute  neuritis. 

"Multiple  Neuritis"  (Degeneration). — While  for  convenience  of  refer- 
ence described  under  its  usual  title,  this  lesion  is  probably  always  a  de- 
generation, and  would  lie  properly  classified  under  the  head  of  neurone 
degenerations  of  toxic  origin.  It  is  caused  by  the  action  of  certain  min- 
1  Consult  Bailey  and  String,  New  York  Medical  Journal,  July.  ISfitV 
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eral  poisous,  for  example,  alcohol  and  lead.  It  occurs  as  a  complication 
of,  or  suecedaneum  to,  certain  infectious  diseases,  for  example,  diph- 
theria, septicemia,  measles,  smallpox,  etc.  It  is  sometimes  apparently 
idiopathic.  Changes  of  a  degenerative  nature  are  found  in  the  peripheral 
nerves,  and  are  more  marked  near  the  periphery  than  near  the  cord. 
Thus  the  most  common  nerves  affected  are  the  anterior  tibial  and  the 
radial.  The  most  marked  changes  are  in  the  nerves  themselves,  there 
being  little  or  no  change  in  the  connective  tissue.  More  rarely,  espe- 
cially in  very  acute  cases,  there  are  reddening  and  swelling  with  some  in- 
flammatory reaction  in  the  interstitial  tissue.  The  fibre  lesion  shows  best 
in  specimens  treated  with  osmic  acid  and  teased  in  glycerin  (Fig.  450). 
Here  the  myelin  sheath  is  seen  to  be  broken  up,  and  instead  of  a  contin- 
uous envelope  of  black  stained  myelin,  the  myelin  is  represented  by  larger 
or  smaller  black  droplets  scattered  along  a  broken  or  degenerated  axis 
cylinder.     There  may  be  some  increase  in  the  connective  tissue.     The 


Fig.  450.— Degeneration  of  Nerve  Fibres  in  Multiple  Neuritis. 

From  a  case  of  alcohol  poisoning.    Specimen  stained  with  osmic  acid.    The  broken-down  medullary  sheath 

and  fat  droplets  are  stained  deep  black. 

sheath  of  Schwann  is  usually  intact.  The  muscles  supplied  by  the  af- 
fected nerves  show  various  stages  of  atrophy.  The  cord  and  meninges 
usually  remain  normal.  In  some  cases  a  spinal  meningitis  and  more  or 
less  myelitis  have  been  described. 


Chronic  Inflammation  of  the  Brain,  Cord,  and  Xerves. 

While  this  term  should  be  applied  only  to  a  primary  increase  in  the 
neuroglia  elements  at  the  expense  of  the  parenchymatous,  thus  making 
the  degeneration  of  the  nervous  tissue  proper  entirely  secondary,  it  is 
very  difficult  always  to  eliminate  the  possibility  of  preceding  degenera- 
tive changes.  Histologically  the  lesion  consists  in  a  proliferation  of  the 
neuroglia  elements.  The  neuroglia  cells  increase  in  number,  some  of  the 
new-formed  cells  having  many  processes,  others  few.  In  the  early  cellu- 
lar stage  of  its  formation  the  proliferative  area  is  soft  and  gelatinous, 
and  tends  to  increase  the  size  of  the  part.  With  further  progress  of  the 
sclerosis,  there  is  a  disproportionate  development  of  fibres  attached  to 
the  cells,  and  finally  of  fibres  independent  of  cells.  With  the  increase 
of  fibres  the  affected  area  becomes  firmer,  making  a  sort  of  dense  felt- 
work  of  interlacing  fibrils.  In  this  mesh  work  are  found  nerve  fibres  in 
various  stages  of  degeneration. 

Chronic  Interstitial  Encephalitis — Sclerosis. — This  lesion  of  the  brain 
tissue  may  occur  diffusely,  occupying  an  entire  lobe  or  more  or  less  of  the 
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whole  brain,  or  in  circumscribed  small  areas.  It  consists  essentially  in 
an  increase  of  the  connective-tissue  elements,  the  neuroglia,  and  an  atro- 
phy of  the  nerve  elements,  particularly  the  ganglion  cells  and  the  medul- 
lary sheaths  of  the  nerves.  With  these  changes  are  usually  associated 
the  formation  of  Gluge's  corpuscles,  corpora  amylacca,  granular  and 
fatty  degeneration  of  the  nerve  elements,  and  thickeniug  and  prolifera- 
tion of  cells  of  the  walls  of  the  blood-vessels.  The  areas  of  sclerosis  may 
be  very  dense  and  hard,  or  gelatinous  in  consistence. 

The  diffuse  form  of  sclerosis  is  most  frequently  seen  in  general  pare- 
sis of  the  insane,  and  not  infrequently  in  the  brains  of  drunkards. 

A  peculiar  feature  of  disseminated  sclerosis  is  that  the  patches, 
whether  in  the  brain  or  cord,  do  not  induce  the  expected  secondary 
degeneration.  It  is,  in  fact,  uncommon  to  find  secondary  degeneration 
resulting  from  even  a  large  patch  of  sclerosis.  This  is  believed  to  be  due 
to  the  fact  that  in  nearly  all  of  the  patches  the  axis  cylinders  persist  even 
after  complete  destruction  of  the  medullary  sheaths. 

The  circumscribed  form  of  sclerosis,  multiple  sclerosis  (sclerose  en 
plaque),  is  much  more  common  than  the  diffuse  form,  and  may  possibly 
occur  in  the  brain  alone,  or  more  commonly  is  associated  with  a  similar 
lesion  in  the  spinal  cord.  The  areas  of  sclerosis  vary  in  size  from  that 
of  a  pea  to  that  of  an  almond.  They  may  be  few  or  numerous,  they  may 
be  white,  grayish,  or  grayish-red  in  color,  and  are  usually  but  not  always 
sharply  outlined  against  the  unaltered  brain  tissue.  Although  in  many 
cases  the  increase  in  the  connective-tissue  elements  seems  to  be  the  pri- 
mary lesion,  and  the  degeneration  of  the  nerve  elements  secondary  to 
this,  it  is  quite  possible  that  in  some  cases  the  increase  in  connective  tis- 
sue may  be  secondary  to  a  degeneration  of  the  nerve  elements  from  loss 
of  nutrition  or  from  other  causes. 

There  is  reason  for  the  belief  that  multiple  sclerosis  may  sometimes  be 
the  result  of  disseminated  local  necrotic  lesions  of  acute  infectious  dis- 
eases— scarlatina,  for  example,  occurring  at  an  early  period  of  life.1 

Encephalitis  in  the  New-Born. 

This  condition,  first  described  by  Virchow,  is  said  to  consist  in  the  formation  of 
circumscribed  collections  of  cells  of  various  sizes  containing  many  fat  granules  (granu- 
lar corpuscles)  and  forming  yellowish  masses,  from  1  mm.  to  6  mm.  in  diameter,  in  the 
brain  tissue.  A  more  diffuse  occurrence  of  granular  corpuscles  is  also  described,  but 
this  is  said  by  some  observers  to  be  physiological.  The  nature  of  this  lesion  is  but  little 
understood,  and  is  still  the  subject  of  controversy. 

LESIONS   OF  THE   BRAIN  IN  GENERAL  PARESIS   OF  THE 

INSANE. 

The  changes  in  this  disease  are  in  the  main  those  of  chronic  diffuse 
encephalitis,  but  the  appearances  vary  greatly  and  depend  to  some  extent 
upon  whether  the  brain  is  examined  in  early  or  late  stages  of  the  disease. 

1  See  OpiKiiheim,  Berl.  klin.  Wochenschrift,  March  2d,  1896. 
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According  to  Meyer,  in  the  early  stages  of  the  disease  the  convolutions, 
particularly  of  the  anterior  cerebral  lobes,  are  swollen,  the  gray  matter 
is  congested  and  softened  in  places.  The  brain  tissue  is  more  or  less 
infiltrated  with  leucocytes.  Fatty  degeneration  of  the  walls  of  the 
capillaries,  and  punctate  haemorrhages,  are  also  common. 

In  later  stages  of  the  disease  a  great  variety  of  changes  may  be  ob- 
served: hemorrhagic  pachymeningitis,  thickening  of  the  dura  mater, 
and  close  adhesions  to  the  skull ;  thickening  and  opacities  of  the  pia 
mater,  adhesions  of  the  latter  to  the  dura  mater  and  to  the  brain  tissue. 
The  brain  tissue  is  apt  to  be  atrophied,  is  often  very  soft,  and  the  ventri- 
cles are  dilated  and  filled  with  fluid.  The  pia  mater  may  be  edematous, 
the  ependyma  thickened  and  roughened.  On  microscopical  examination 
the  neuroglia  is  found  to  be  increased  in  amount,  the  ganglion  cells  are 
shrunken  and  sometimes  pigmented;  the  nerve  fibres  may  also  be 
atrophied,  and  the  blood-vessels  in  a  condition  of  fatty  or  hyaline  degen- 
eration. There  may  be  an  accumulation  of  fatty  and  granular  cells  along 
the  walls  of  the  blood-vessels.  Secondary  degenerations  in  the  spinal 
cord  are  not  infrequently  observed.1 

Chronic  Interstitial  Myelitis. — Under  this  heading  are  embraced  a 
variety  of  lesions  which  probably  differ  from  one  another  somewhat 
in  the  nature  of  the  changes  involved,  but  more  in  the  seat  of  the  dis- 
ease. We  shall  consider  without  special  classification  the  most  impor- 
tant forms. 

Chronic  Transverse  Myelitis. — In  certain  cases  of  pressure  on  the  spinal 
cord  from  a  tumor  or  from  displacement  of  the  bones  of  the  vertebral 
column,  etc.,  instead  of  becoming  softened  or  undergoing  acute  inflam- 
matory changes,  the  cord  becomes  the  seat  of  a  localized  formation  of 
new  connective  tissue,  with  consecutive  atrophy  of  more  or  less  of  the 
nerve  elements  in  the  gray  and  white  matter.  The  cord  becomes  in  this 
way  harder,  and  sometimes  shrunken  at  the  seat  of  lesion,  and  gray  in 
color.  This  change  may  be  followed  by  ascending  and  descending  de- 
generation. 

Chronic  Disseminated  Myelitis — Multiple  Sclerosis. — This  lesion,  similar 
in  its  nature  to  multiple  sclerosis  of  the  brain,  often  occurs  with  it.  It 
consists  in  the  formation,  in  more  or  less  numerous  scattered,  circum- 
scrilied  areas,  of  new  connective  tissue,  apparently  derived  from  the  neu- 
roglia. The  formation  of  new  connective  tissue  is  preceded  or  accom- 
panied by  degeneration  and  atrophy  of  the  nerve  fibres  and  ganglion 
cells.  The  new  connective  tissue  consists  of  the  characteristic  branching 
neuroglia  cells,  surrounded  by  a  more  or  less  dense  network  of  tine 
fibrilhe,  many  if  not  most  of  which  seem  to  be  branches  of  the  neuroglia 

1  It  is  very  difficult  to  make  positive  and  definite  statements  regarding  many  such 
lesions  of  the  brain  as  those  just  indicated,  or  in  general  of  brain  lesions  whose  nature 
must  he  iwc.iled  by  microscopical  study,  because  our  technical  procedures  in  the  study 
of  the  brain,  even  in  normal  conditions,  are  still  in  many  respects  quite  unsatisfactory 
and  incomplete.  The  brain  tissue  is  so  delicate  and  so  liable  to  post-mortem  changes, 
and  the  effects  of  different  preservative  agents  are  so  liable  to  variations,  that  great 
caution  is  necessary  in  arriving  at  conclusions  regarding  the  more  minute  lesions  affect- 
ing the  nerve  tissue  of  the  brain. 
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cells.  Corpora  amylacea  and  sometimes  fat  droplets,  either  free  or  con- 
tained in  cells,  may  be  present  in  the  sclerosed  areas. 

The  areas  of  sclerosis  may  involve  both  gray  and  white  matter,  and 
may  be  very  small  or  large  (Fig.  451).  If  very  small  or  in  early  stages 
of  formation,  they  may  not  be  recognizable  by  the  naked  eye,  but  when 
visible  they  are  grayish,  translucent,  and  firmer  than  the  surrounding 
tissue,  and  may  or  may  not  present  a  depressed  surface ;  they  sometimes 
project  aliove  the  general  level.  The  cause  of  this  as  of  all  other  forms 
of  so-called  idiopathic  interstitial  myelitis  is  very  obscure.  As  noted  in 
multiple  sclerosis  in  the  brain,  secondary  degenerations  are  rare,  and 
probably  for  the  reason  there  given. 

Chronic  Interstitial  Neuritis. — This  is  essentially  a  chronic  interstitial 
inflammation  resulting  iu  an  increase  of  the  connective  tissue  in  the  nerve 


Fig.  *>1.— Mcltifle  Sclkkobis  in  the  Spikal  Cohd. 
iwlog  irregular  areas  In  which  there  are  atrophy  o[  the  nerve  fibres  and  their  replacement  by  connective 


sheaths  and  in  trifascicular  bands.  As  a  result  of  this  the  nerve  fibres 
undergo  atrophy  from  pressure;  the  medullary  sheaths  and  finally  the 
axis  cylinders  being  in  many  of  the  fibres  partially  or  completely  de- 
st  rayed. 

Tic  Douloureux — Changes  in  the  peripheral  branches  of  the  fifth 
cranial  nerve  removed  from  obstinate  cases  of  trifacial  neuralgia  have 
been  reported  in  a  considerable  number  of  cases.  These  changes  consist 
in  degeneration  of  the  axis  cylinders  and  of  their  medullary  sheaths.  In 
a  smaller  number  of  instances  changes  have  been  reported  in  Gasserian 
ganglia  removed  from  such  cases.  The  changes  in  the  ganglia  consist  in 
atrophy  and  disappearance  of  the  nerve  cells  with  increase  in  the  con- 
nective-tissue elements.  A  peculiar  shrunken  condition  of  the  cell  in 
which  the  cell  retracts  to  one  side  of  its  cell  space  is  a  fairly  character- 
istic feature.  But  three  reports,  including  in  all  eight  cases,  have  been 
made  upon  ganglia  examined  by  Nissl's  method.  Of  these,  seven  showed 
changes  in  the  chromatic  substance. 


THE    SEKViU'S    SYSI'KM. 


TUBERCULOUS   LESIONS    IN   THE   NERVOUS   SYSTEM. 

Tulterciilous  inflammation  whether  i>f  the  brain  or  corf  is  usually  sec 
Ottdary  to  tuberculous  inflammation  in  other  organs,  and  is  nn-si  in- 
ijiK'iii  as  an  extension  of  tuberculosis  of  the  meninges.  In  the  brain  sub- 
stance ii  usually  manifests  itself  in  the  format) if  circumscribed  imnnr< 

of  nru  i issue  from  0.5  to  i  em.  in  diameter,  or  larger.    These  mag  in- 
single  or  multiple,  are  most  common  iu  young  persons,  and   rarj  b» 


"7"\     ■  -  "  . 


Pro.  »S2.-Si)LiTjinT  TUBIKU 


quently  occur  iu  the  cerebellum  (Fig.  4."il!).  They  are  apt  to  occur  in 
connection  with  tuberculous  inflammation  of  other  organs.  They  an 
frequently  called  solitary  tuliercles,  and  usually  consist  of  adenaseO* 
lial  oheesy  mass,  around  which  is  a  grayish  zone  containing  tubercle 
graunla,  numerous  small  spheroidal  cells,  with  occasionally  larger  poly- 
lu'dral  i-i-lls  and  giant  cells.  They  do  not,  as  a  rule,  seem  to  Ik-  formed 
b\  an  aggregation  of  miliary  tubercles,  although  these  may  1«-  present 
in  the  periphery.  Tubercle  bacilli  have  been  found  in  these  solitary 
tnliel'clcs. 

They  sometimes  suppurate  and  break  down,  and  then  they  nimtllitn 
simple  abscesses. 
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Conglomerate  and  scattered  miliary  tubercles  of  the  ordinary  form 
sometimes  occur  in  the  brain,  usually  in  connection  with  tuberculous  in- 
flammation of  the  meninges  or  ependyma. 

In  the  spinal  cord  solitary  nodules  may  determine  extensive  second- 
ary degenerations.  Multiple  tuberculous*  foci  may  occur  in  the  cord. 
They  are  rare  and  usually  secondary  to  tuberculosis  of  the  spinal  me- 
ninges. 

Tuberculous  inflammation  of  nerves  is  rare  except  at  their  origins, 
where  it  is  due  to  an  extension  from  tuberculous  meninges.  When  a 
nerve  traverses  tuberculous  tissues,  it  may  be  involved  in  the  inflamma- 
tory process. 


SYPHILITIC  LESIONS  IN  THE  NERVOUS  SYSTEM. 

Syphilitic  lesions  in  the  nervous  system  may  occur  in  either  the  inher- 
ited or  in  the  acquired  form  of  the  disease.  In  the  former  it  usually 
shows  itself  early  in  life,  though  cases  have  been  reported  after  puberty. 
Gasne  in  an  examination  of  twenty-six  foetuses  of  syphilitic  parents  found 
well-marked  syphilitic  lesions  in  four.  More  commonly  it  is  a  tertiary 
manifestation  of  the  acquired  disease  occurring  from  ten  to  twenty  years 
after  the  initial  lesion.  Less  commonly  cerebral  symptoms  make  their 
appearance  within  a  few  months  after  the  chancre.  The  lesion  some- 
times appears  in  the  brain  as  the  so-called  gummy  tumors.  These  are 
most  frequently  found  near  the  periphery  of  the  brain,  are  usually  con- 
nected with  the  meninges,  and  may  be  sharply  circumscribed.  The  cen- 
tral portion  of  the  tumor  is  apt  to  be  in  a  condition  of  cheesy  degenera- 
tion, and  at  the  periphery  is  seen  fibrous  tissue  or  a  dense  infiltration  of 
small  spheroidal  cells. 

Syphilitic  inflammation  of  the  brain  very  frequently  occurs  in  a  dif- 
fuse form,  characterized  by  the  formation  of  a  gelatinous,  grayish  tissue, 
consisting  of  a  more  or  less  homogeneous  or  granular  basement  substance, 
with  numerous  small  round  cells.  The  neighboring  nerve  elements  are 
apt  to  be  atrophied.  A  most  common  syphilitic  lesion  is  a  specific  arte- 
ritis with  or  without  the  formation  of  small  gummatous  tumors  in  the 
walls  of  the  vessels. 

Syphilitic  inflammation  in  the  cord  is  usually  secondary  to  a  similar 
process  in  the  spinal  meninges.  The  size  and  shape  of  the  gummata  are 
modified  by  the  restriction  of  the  vertebral  canal.  The  tumors  are 
mainly  significant  from  the  more  or  less  extensive  secondary  degenera- 
tions which  thev  induce. 

The  relatiou  of  syphilis  to  multiple  cerebral  and  spinal  sclerosis  is 
still  uncertain.  Its  relation  to  tabes  and  to  dementia  paralytica  has  been 
noted  under  their  respective  titles.  It  is  probable  that  most  or  all  of 
those  rare  cases  of  tabes  occurring  in  children  are  the  results  of  inherited 
syphilis. 

Syphilitic  inflammation  of  the  peripheral  nerves  is,  like  tuberculous 
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inflammation  of  nerves,  usually  dependent  upon  an  extension  of  the 
process  either  from  the  meninges  or  from  some  tissue  through  which  the 
nerves  pass. 

ACTINOMYCOSIS. 

Actinomycosis  of  the  brain  has  been  described.  It  is  a  rare  form  of 
brain  infection,  and  is  usually  secondary  to  actinomycosis  of  the  neck  or 
face.  The  condition  is  apt  to  lead  to  suppuration  and  abscess  formation. 
A  case  has  been  reported  by  Bollinger  in  which  the  disease  was  appar- 
ently primary  in  the  brain. 


LEPROUS  INFLAMMATION. 

This  ocelli's  in  the  peripheral  nerves  and  consists  in  the  formation 
within  the  nerves  of  masses  of  new-formed  tissue  somewhat  resembling 
granulation  tissue.  In  the  cells  of  this  tissue  multitudes  of  characteristic 
bacilli  are  uniformly  found  (see  Leprosy).  It  constitutes  the  variety  of 
leprosy  known  as  lepra  ansesthetica. 


TUMORS. 

Tumors  occurring  in  the  nervous  system  may  be  of  the  types  found 
in  the  other  organs  or  of  types  peculiar  to  nervous  tissue.  They  may  be 
primary,  or  secondary  to  similar  growths  in  other  parts  of  the  body. 


TUMOKS  OF  THE   BRAIN. 

Myxoma,  fibroma,  lipoma,  and  osteoma  are  rare  forms  of  brain  tumor. 

Neuroglioma  Oanglionare. — This  is  a  form  of  tumor  probably  due  10 
disturbances  in  the  development  of  the  brain.  It  is  peculiar  to  nervous 
tissue  and  occurs  in  the  form  of  circumscribed  tumors  or  of  diffuse  en- 
largements of  portions  of  the  brain.  The  pia  mater  over  these  tumors 
is  unchanged  and  the  convolutions  retain  their  shape.  The  tumors  art* 
formed  of  neuroglia,  in  which  are  contained  little  groups  of  ganglion 
cells  (Ziegler). 

Glioma. — This  is  the  most  common  tumor  of  the  brain,  and  like  the 
preceding  is  found  only  in  the  nervous  system.  It  occurs  with  especial 
frequency  in  children  and  young  adults.  Such  tumors  occur  in  all 
parts  of  the  brain,  but  they  are  found  most  frequently  in  the  cerebrum. 
There  mav  be  a  single  tumor,  or  there  max  be  several  such  tumors  in 
different  parts  of  the  brain  :  some  of  them  attain  a  large  size.  Bramwell 
reports  a  ease  in  which  considerably  more  than  one-half  of  a  hemisphere 
was  involved.  These  tumors  may  be  sharply  circumscribed,  or  merge 
iinpereeptibly  into  the  brain  substance;  sometimes  the  tumor  is  arranged 
so  as  to  form  the  wall  of  a  cyst  which  contains  clear  serum.     Thev  mav 
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be  white  and  hard;  gray,  soft,  and  gelatinous;  infiltrated  with  small 
haemorrhages  or  partly  degenerated  and  softened.  The  centre  of  a  gli- 
oma may  break  down  and  become  soft  and  necrotic  or  even  fluid.  In 
this  way  a  cyst  is  formed  having  a  wall  of  gliomatous  tissue.  The  brain 
tissue  around  these  tumors  may  be  inflamed  or  necrotic.  These  tumors 
arise  from  the  neuroglia.  The  relative  quantity  of  cells  and  fibrils  varies 
in  different  tumors.  They  are  composed  of  neuroglia  cells  and  their 
delicate  interlacing  processes  (for  minute  structure  see  "Glioma").  If 
the  tissue  is  of  a  loose  formation  with  wide  meshes  between  the  fibres  it 
presents  a  myxomatous  appearance,  and  has  l>een  described  as  myxo- 
glioma.  When  the  cellular  elements  are  very  numerous  the  tumor  is 
often  referred  to  as  a  glio-sarcoma.  In  some  cases  the  vascularity  is  such 
a  marked  feature  that  the  name  of  telangiectatic  glioma  is  applied  to  it. 
(According  to  Ziegler,  a  simple  preponderance  of  cells,  so  long  as  they 
are  of  the  neuroglia  type,  does  not  warrant  classing  the  tumor  as  a  sar- 
coma, and  he  insists  that  the  latter  term  should  be  reserved  for  those 
gliomata  in  which  an  active  proliferation  of  the  connective  tissue  of  the 
walls  of  the  blood-vessels  occurs. )  Osier  reports  three  out  of  five  cases 
of  gliomata  as  made  up  of  large  cells  in  contradistinction  to  the  small - 
cell  varietv. 

Sarcoma  occurs  in  any  part  of  the  brain.  It  may  be  single  or  multi- 
pie.  The  tumors  are  composed  of  round  or  fusiform  cells  with  more  or 
less  basement  substance. 

Endothelioma  is  found  in  the  substance  of  the  brain.  The  tumors  are 
of  the  types  described  as  occurring  in  the  pia  mater. 

Angioma. — Small  collections  of  dilated  vessels  are  found  in  the  sub- 
stance of  the  brain.  They  seem  to  be  congenital  like  the  mevi  of  the 
skin. 

Carcinoma  occurs  in  the  brain.  It  is  usually,  if  not  always,  secon- 
dary to  carcinoma  in  some  other  organ. 


Tumors  of  the  Cord. 

In  the  pia  mater  of  the  cord  are  sometimes  found  small  fibromata, 
osteomata,  and  lipomata.  Multiple  fibromata  occasionally  occur  in  the 
cord  in  connection  with  multiple  fibromata  of  the  peripheral  nerves. 

Endotheliomata  of  the  types  described  as  existing  in  the  pia  mater  of 
the  brain  are  much  more  rarely  found  in  the  pia  mater  of  the  cord. 

A  fatty  sarcoma1  of  the  pia  mater,  which  infiltrated  the  cord,  formed 
a  tumor  as  large  as  a  filbert,  and  had  for  twelve  years  caused  gradually 
increasing  paraplegia,  has  been  described. 

Two  curious  cases*  of  diffuse  sarcoma  and  one  of  endothelioma  of  the 
pia  mater  of  the  whole  length  of  the  cord  are  recorded.  They  occurred 
in  girls  of  four-and-a-half,  sixteen,  and  twenty-two  years  of  age.     In  each 

1  Turnrr.  Trans.  London  Path.  Soc.,  xxxix. 

*  Coupland,  Trans.  London  Path.  Soc.,  xxxviii. ;  Arch,  far  Psych.,  1885. 
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case  t  lie  pin  mater  of  the  whole  length  of  the  cord  was  diffusely  thickened 
and  .studded  with  nodules.  In  two  of  the  cases  the  growth  was  com- 
posed of  round  cells,  in  the  third  case  of  large  endothelial  cells  arranged 
in  alveoli.  In  two  of  the  cases  the  clinical  symptoms  lasted  only  for 
about  three  weeks,  in  the  third  case  for  five  months.  The  acuteuess 
of  the  symptoms  was  such  as  to  indicate  the  existence  of  spinal  menin- 
gitis. 

In  the  spinal  cord  itself  gliomata,  fibromata,  sarcomata,  g  bo-sarcomata, 
and  angio-Baxcomata  occur,  but  are  rare. 

When  gliomata  or  glio-sarconiata  do  occur  in  the  spinal  cord,  the  new 
growth  is  apt  to  extend  for  some  distance  lengthwise  in  the  cord  and  to 
be  attended  with  the  formation  of  a  cavity ;  this  condition  is  usually  de- 
scribed under  the  name  of  syringomyelia. 

Cysts  may  occur  as  a  result  of  softening  or  from  unknown  causes. 
Sometimes  very  long,  narrow  canals  are  fouud  in  the  spinal  cord,  even 
reaching  nearly  its  whole  length.  Some  of  these  are  evidently  the  di- 
lated central  canal,  as  they  are  lined  with  epithelium.  Others,  how- 
ever, doubtless  originate  in  haemorrhages  (see  Hsematomyelopore,  page 
727). 

Syringomyelia. — This  lesion  of  the  spinal  cord  consists  in  the  formation 
of  glioinat ous  or  glio-sarcomatous  tissue  in  the  vicinity  of  the  central  canal, 
and  its  subsequent  partial  disintegration  with  the  formation  of  one  or  more 


cavities  within  the  substance  of  the  cord  (Fig.  4">;t).  These  cavities, 
which  are  filled  with  fluid,  vary  greatly  in  size,  shape,  and  extent,  and, 
while  usually  situated  in  the  central  region  of  the  cord,  may  involve  the 
anterior  and  posterior  coriiua  and  invade  the  posterior  columns.  There 
may  be  two  communicating  cavities,  and  these  may,  but  usually  do  not. 
open  into  Ihe  central  canal.  The  longitudinal  extent  of  these  cavities 
varies  greatly.  The  lower  cervical  and  upper  dorsal  regions  are  most 
frequently  involved.  The  cavity  is  usually  lined  with  tissue  somewhat 
denser  than  that  which  makes  up  the  bulk  of  the  tumor.     Thegliomatous 
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or  glio-sarcomatous  tissue  which  forms  the  basis  of  the  lesion  in  syringo- 
myelia probably  originates  from  the  layer  of  neuroglia  which  surrounds 
or  extends  away  from  the  central  canal. 

Syringomyelia  is  frequently  mistaken  for  hydromyelia  which  is  a 
congenital  malformation,  and  in  which  the  longitudinal  cavity  in  the 
cord  is  at  some  period  lined  with  epithelial  cells.  Syringomyelia  has 
also  been  confused  with  hsematoinyelopore. 

There  seems,  furthermore,  to  be  a  class  of  lesions  of  the  cord,  usually 
classed  as  syringomyelia,  in  which  cavities  of  various  forms  coexist  with 
a  tumor  in  the  vicinity  of  the  central  canal.  But  these  cavities  do  not 
appear  to  be  formed  by  a  breaking  down  of  the  tumor  tissue,  but  in  some 
other  way  as  yet  little  understood. 

Tumors  of  Nerves. 

The  tumors  of  the  nerves  may  be  divided  into  those  consisting  largely 
of  or  containing  new-formed  nerve  tissue — true  neuromata,  and  the  so- 
called  false  neuromata,  which  are  for  the  most  part  fibromata  or  myxo- 
mata  originating  in  the  connective  tissue  of  the  nerve  (see  Neuroma). 
Myxo-sarcomata  are  less  common,  and  primary  sarcomata  rare.  The 
nerves  may  be  secondarily  involved  in  sarcomata  or  in  carcinomata 
through  which  they  pass,  though  not  infrequently  nerves  pass  through 
these  tumors  without  being  in  the  least  involved  in  their  peculiar  struc- 
ture. Paltauf  has  described  as  endotheliomata  rare  tumors  of  the  glan- 
dula  carotica. 

PARASITES. 

Cysticercus  and  more  rarely  echinococcus  occur  in  the  brain. 


HOLES  AND  CTSTS  IN  THE  BRAIN. 

Larger  or  smaller  holes  may  be  found  in  the  brain  tissue  from  dilata- 
tion of  the  perivascular  lymph-spaces,  or  well -formed  cysts  may  exist 
as  a  result  of  haemorrhage,  inflammatory  softening,  hydatids,  etc. 


Porencephalies 

is  a  term  which  has  had  a  wide  range  of  application  to  various  defects  of 
the  brain  substance.  By  some  writers  the  term  has  been  used  to  cover 
almost  any  congenital  absence  of  brain  tissue.  By  others  brain  defects  not 
congenital  are  included.  Its  mast  common  application  is  to  certain  quite 
well-defined  congenital  conditions  in  which  there  is  an  absence  of  a  con- 
siderable portion  of  one  or  both  hemispheres.  These  holes  may  lie  deep 
in  the  substance  of  the  brain.  More  commonly  they  come  to  the  surface 
making  conical  depressions  in  the  cortex,  which  the  dura  mater  bridges 
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over,  but  into  which  the  pia  extends.  There  may  or  may  not  be  coimiiu- 
nicatiou  with  the  ventricles.  This  condition  may  coexist  with  various 
mental  aberrations,  hydrocephalus,  etc.  Similar  defects  may  occur  in 
the  cerebellum. 

Pineal  Gland. 

This  little  body,  about  the  size  of  a  cherry  stone,  is  composed  of  con- 
nective tissue  enclosing  cavities,  which  are  filled  with  reticulated  tissue 
and  round  cells.     The  cavities  often  contain  brain  sand. 

A  small  number  of  tumors  belonging  to  the  class  of  teratoma  have 
been  described  as  originating  in  the  pineal  gland. 

Weigert  '  describes  a  tumor,  about  3.5  cm.  in  diameter,  composed  of 
epidermis,  hair  follicles,  hair,  sebaceous  glands,  cartilage,  fat,  smooth 
muscle,  and  cylindrical  epithelium. 

Falkson*  describes  a  chondro-cysto-sarcoma,  5.8  cm.  in  diameter, 
which  apparently  originated  in  the  pineal  gland. 

Turner3  describes  a  tumor  of  the  pineal  gland,  projecting  into  the 
third  ventricle  and  the  left  lateral  ventricle,  of  the  size  of  a  kidney.  The 
tumor  was  composed  of  fusiform  cells,  of  nerve  ganglion  cells,  of  tubules 
and  acini  lined  with  cylindrical  epithelium,  and  of  more  irregular  spaces 
filled  with  large  polygonal  cells. 

Coats4  describes  a  tumor,  three  inches  in  diameter,  growing  into  the 
third  ventricle,  the  aqueduct  of  Sylvius,  and  the  fourth  ventricle.  It 
was  composed  of  fusiform  cells,  of  tubules  lined  with  cylindrical  epi- 
thelium, of  irregular  masses  of  epithelium,  of  cartilage,  and  of  smooth 
muscle. 

Hypertrophy  with  cystic  degeneration  may  occur. 

Haemorrhage  into  the  substance  of  the  gland  has  been  described. 


Hypophysis  Cerebri  (The  Pituitary  Body.) 

This  structure  consists  of  two  lobes;  the  anterior  lobe  is  composed  of 
a  connective-tissue  stroma  enclosing  cavities  which  are  packed  full  of 
nucleated  cells  of  various  sizes  and  shapes,  some  of  them  resembling 
nerve  cells;  the  posterior  lobe  is  composed  of  vascular  connective  tissue. 

Tumors. — Weigcrt  *  describes  a  tumor,  as  large  as  a  hen's  ^ggy  which 
resembled  in  its  structure  the  normal  anterior  lobe  of  the  pituitary  body, 
and  which  he  regards  as  a  hypertrophy  of  that  body.  Weigert  also  de- 
scribes a  gummy  tumor  of  the  pituitary  body  sis  large  as  a  hazelnut. 
Weicliselbaum  describes  an  adenoma  of  the  pituitary  body  as  large  as  a 
pigeon's  egg,  closely  resembling  the  structure  of  the  normal  anterior  lobe 
of  this  body;  a  small  lipoma;  and  a  pituitary  body  with  colloid  cysts, 
lined  with  ciliated  epithelium. 

1  Virch.  Arch.,  lxv..  p.  212.  "Ibid.,  Ixxw.  p.  550. 

'Trans.  Loudon  Path.  Soc,  xxxvi.  4  Ibid.,  xxxviii. 

5  Virch.  Arch.,  lxv..  p.  219. 
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Methods  of  Preparation  of  Nerve  Tissue  for  Microscopical  Study. 

The  general  methods  of  hardening  have  already  been  given  on  pages  16  and  19. 
For  minute  study  there  is  no  one  method  of  staining  and  mounting  upon  which  we  can 
rely  exclusively  for  the  study  of  all  lesions.  A  preliminary  examination  of  areas  of 
inflammatory  softening,  or  of  the  disintegrated  tissue  in  apoplectic  clots,  or  of  the  new- 
formed  tissue  in  chronic  hemorrhagic  pachymeningitis  interna,  may  be  made  by  teasing 
portions  of  the  affected  tissues  in  one-half- per-cent  salt  solution.  Or  the  tissues  in 
these  lesions,  or  in  any  others  in  which  fatty  degeneration  is  suspected,  may  be  placed 
for  twenty-four  hours  in  one-per-cent  aqueous  solution  of  osmic  acid,  and  then  washed 
and  teased  in  glycerin.  In  this  way  the  myelin  and  the  fat  will  be  stained  brown  or 
black.  Secondary  and  other  degenerations  of  medullated  nerves  may  be  studied  by 
soaking  the  nerves  for  twenty-four  hours  in  one-per-cent  solution  of  osmic  acid,  and 
then  staining  with  picrocarmine  and  teasing  and  mounting  in  glycerin. 

To  demonstrate  the  presence  of  miliary  aneurisms  in  or  about  apoplectic  clots,  it 
is  usually  necessary  to  macerate  the  brain  tissue  in  water  until  the  nerve  elements  dis- 
integrate, and  they  may  then  be  washed  away  under  a  stream  of  water,  leaving  the 
blood-vessels  with  their  aneurisms  exposed. 

Marchi's  Method. — For  studying  early  stages  of  degeneration  in  medullated  nerve 
fibres  this  method  is  invaluable.  It  depends  upon  the  fact  that  while  myelin  and  fat 
both  stain  black,  when  the  fresh  nerve  fibres  are  placed  directly  into  osmic  acid,  a  pre- 
liminary soaking  in  a  solution  of  potassium  bichromate  so  affects  the  tissue  that  the 
myelin  sheaths  of  normal  fibres  no  longer  impregnate  with  osmiun,  the  fat  droplets 
alone  staining. 

Tissues  are  first  hardened  from  one  to  three  weeks  in  Mttller's  fluid,  or  simply  in  a 
two  or  three  per  cent  aqueous  solution  of  potassium  bichromate.  They  are  then 
transferred  to  a  mixture  of  one-percent  aqueous  solution  of  osmic  acid  one  part, 
Muller's  fluid  two  parts,  wThere  they  remain  from  three  days  to  a  week. 

By  following  the  lines  of  fat  droplets,  degenerative  changes  in  nerve  fibres  may  be 
traced  either  in  the  peripheral  nerves  or  in  the  central  nervous  system. 

Eosin- Hematoxylin  Staining. — Suppurative  inflammation  of  the  central  nervous 
system  and  its  membranes,  or  the  connective- tissue  changes  in  general,  may  be  studied 
in  sections  from  the  tissues  hardened  in  Muller's  fluid  and  alcohol,  stained  double  with 
hematoxylin  and  eosin  (see  page  59),  and  mounted  in  Canada  balsam. 

WeigerVs  Method. — A  very  useful  method  of  staining  sections  of  nerve  tissue,  espe1 
cially  of  the  brain  and  cord,  is  that  known  as  WeigerVs  hematoxylin  method.  The  tissue 
is  first  well  hardened  in  Muller's  fluid. 

Blocks  of  the  hardened  tissue  are  embedded  in  celloidin  and  sections  made  in  the 
usual  way.  The  sections  are  first  soaked  for  twenty-four  hours  in  a  saturated  aqueous 
solution  of  neutral  cupric  acetate  diluted  with  an  equal  bulk  of  water,  or,  if  the  material 
has  been  kept  some  time  and  takes  the  hematoxylin  stain  with  difficulty,  a  better  result 
is  often  obtained  by  soaking  the  sections  for  from  twelve  to  twenty-four  hours  in  a  three 
to  five  per  cent  aqueous  solution  of  bichromate  of  copper  before  staining.  The)'  are 
now  thoroughly  washed  twice  in  water,  then  in  alcohol,  and  then  are  transferred  to  the 
hematoxylin  solution,  made  as  follows: 

Ihematoxy lin  crystals 1  gm. 

Alcohol,  97  per  cent 10  c.c. 

Water 90    M 

Saturated  aqueous  solution  lithium  carbonate 1     u 

In  this  solution  the  sections  remain  for  two  hours.  (If  the  finer  fibres  of  the  cere- 
bral cortex  are  to  be  brought  out  the  sections  must  remain  for  twenty-four  hours  in  the 
hematoxylin  solution.)  The  sections  are  now  thoroughly  washed  in  two  or  three 
waters  and  transferred  to  the  bleaching  solution,  composed  as  follows: 

Potassium  fcrricyanide 2.5  gm. 

Sodium  biborate 2.       " 

Water 200      c.c. 
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tions in,  38,  324 

poisonous  action  of,  323 
Artefacts  of  the  nervous  system,  17,  754 
Arteries,  aneurisms  of,  415,  418 

atheroma  of,  413 

calcification  of,  411 

cerebral,  lesions  of,  730 

chronic  inflammation,  conditions  lead- 
ing to.  416 

chronic  inflammation  of  (see  Arterio- 
sclerosis), 412 

coronary,  anastomoses  of,  404 

coronary,  aneurisms  of,  420 

coronary,  distribution  of,  404 

coronary,  embolism  of,  402 

coronarv,  examination  of,  24 

coronary,  thrombosis  of,  402 

degeneration  of,  82,  411 

fibrous  nodules  in  pericardium,  390 


Arteries,  hepatic  lesions  of,  537 

inflammation  of  (see  Arteritis),  412 

pulmonary,  aneurisms  of,  420 

pulmonary,  embolism  of,  445 

pulmonary,  malformations  of,  390 

pulmonary,  thrombosis  of,  445 

rupture  of,  410 

sclerosis  of,  412 

structure  of,  in  hrematophilia,  71 

syphilitic  inflammation  of.  417 

terminal  arteries,  emboli  in,  76 

tuberculous  inflammation  of,  417 

tumors  of,  421 

wounds  of,  410 
Arteriosclerosis  (see  Arteritis),  412 

classification  of  forms  of,  416 

conditions  leading  to,  416 

relation  of,  to  nephritis,  585 
Arteritis,  412 

peri-,  nodosa,  416 

syphilitic,  417 

tuberculous,  417 
Artery,  renal,  embolism  of,  565 

renal,  thrombosis  of,  565 

splenic,  aneurism  of,  372 
Arthritis.  682 

chronic,  683 

deformans,  683 

exudative.  682 

gonococcal,  683 

gouty,  684 

pneumococcic,  ref.  Gate,  683 

rheumatic,  683 

serofibrinous,  682 

suppurative,  682 

tuberculous,  684 

uritica,  684 
Arthropathy,    hypertrophic,    pulmonary, 

336 
Arthropods,  139 
Arthrospores  in  bacteria,  144 
Ascaris,  135 

in  bladder,  urinary,  598 

in  liver,  559 

in  pancreas,  533 
Atchoff,  ref.  to.  on  compensatory  hyper- 
trophy,  93,  106 ;  on  cysts,  278 ;  on  deeid- 
uomal  626;  on  parenchyma  cell  emboli, 
75;  on  tumors,  273,  319 
Ascites,  521 

chylous,  426 
Ascospores.  156 
Asiatic  cholera,  214 

cholera,  lysogenic  action  of  antitoxic 
serum  of,  216 
Asphyxia,  44 

in  drowning,  46 
Ataxia,  cerebellar,  751 

Friedreich's,  751 

hereditary.  751 

locomotor.  745 
Atelectasis,  pulmonary.  446 
Atelomyelia,  716 
Atheroma  of  aorta,  414 

of  arteries.  413 
Atresia  ani.  503 
Atrophia  musculorum  lipomatosa,  689 
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Atrophy,  78 

acute  yellow,  of  liver.  539 

brown,  of  heart.  394 

brown,  pigment  in,  88 

degenerative,  79 

of  adrenals.  385 

of  blood-vessels,  410 

of  bones,  6(51 

of  brain,  719 

of  fat,  pericardial,  394 

of  glomeruli  of  kidney,  578 

of  heart.  394 

of  kidney,  582 

of  liver.  539 

of  lymph-nodes,  362 

of  muscle,  687 

of  pancreas.  529 

of  prostate,  657 

of  spleen,  372 

of  stomach,  494 

of  testicle,  653 

of  thymus,  381 

of  thyroid,  382 

of  uterus,  610 

progressive,  of  muscle,  687,  689 

simple.  79 
Aucrbiich,  ref.  on  typhoid  bacilli  in  blood, 

212 
Atifrecht,  ref.  on  experimental  pneumonia, 

459 
Autointoxication,  162.  328,  329 

acromegalia  as  an,  337 

Addison's  disease  as  an,  332 

burns  as  excitants  of,  49 

cachexia  strumipriva  as  an,  331 

diabetes  as  an,  334 

dyscrasic,  330 

ent erogenic.  329 

exophthalmic  goitre  as  an,  332 

gout  as  an.  335 

mvxu'denia  as  an,  331 

nature  of,  320 

retention,  329 

scorbutus  as  an,  336 

sunstroke  as  an,  335 
Autonomy  of  tumors.  262 
Autopsies,  making  of.  3 

medico-legal.  37,  38.  39 
Axis-cylinder  process,  nature  of,  730 
Axone,  732 

changes  in.  from  separation  from  its 
cell  bodv.  735 

nature  of,  730 

Babe*,  ref.  on  bacteria  and  putrefaction  in 
dead  bodies,  5;   on  hemorrhagic  septi- 
civmia.  243 
Bacilli  (see  Bacillus),  141 
Bacillus.  141 

aerogenes  capsulatus.  243 

anthracis.  198 

branching  forms.  142 

coli  communis.  1*7 

conjunct ivitidis.  203 

diphtheria*.  235 

diphtheria',  brandling  forms,  287 

diphtheria.*,  group  resembling,  239 


Bacillus  diphtheria4,  varieties  of.  239 
gas.  243 

growth  forms,  142 
harnorrhagicus.  ^43 
bamiorrhagicus,  group  of.  244 
hiemorrhagicus  septicus.  243 
ha?morrhagicus  velenosus.  243 
hay.  229 
icteroides,  248 
influenzas  202 
lepra,  231 
Lustgarten's.  232 
mallei,  195 

oedematis  maligni,  244 
plague,  242 

pneumonia?,  Friedlandtr,  189 
pseudo-diphtheria?,  239 
pseudo-influenza?,  203 
pseudo-tetanicus.  240 
pseudo-tuberculosis,  197 
pyocyaneus,  188 
rhinoscleromatis,  235 
smegma,  229 
syphilis,  232 
tetani.  239 
thread  forms  of,  142 
tuberculosis,  action  of,  in  body,  217 
tuberculosis,  avian,  225 
tuberculosis,  branching  forms  of,  222 
tuberculosis,  characters  of.  222 
tuberculosis,  cultivation  of,  223 
tuberculosis,  dead,  action  of,  225 
tuberculosis,  distribution  in  body,  227 
tuberculosis,  mammalian,  225 
tuberculosis,  numbers  of,  in   lesions, 

227 
tuberculosis,  portals  of  entry  of,  228 
tuberculosis,  pyogenic  action  of.  222 
tuberculosis,  sources  of,  228 
tuberculosis,    staining    methods    for. 

223,  224,  225 
tuberculosis,  varieties  of,  225 
tuberculosis,    virulence    variable    in, 

368;  ref.  Lartigau 
typhosus,  203 

typhosus,  action  and  characters  of ,  204 
Welchii,  243 
Bacteria,  140 

action  of  cold  on.  144 

action  of  disinfectants  on,  145 

action  of  germicides  on,  145 

action  of  heat  on,  144 

action  of.  in  body,  1(H) 

action  of,  in  cells,  61 

action  of,  in  fermentation.  146 

action  of,  in  putrefaction,  146 

action  of  light  on,  145 

action  of  sublimate  on,  145 

aerobic  144 

aerogenic,  146 

agglutination  of,  213 

anaerobic,  144 

anaerobic  cultures  of,  154 

as  commensals,  148 

as  excitants  of  inflammation,  161 

as  messmates,  148 

biology  of,  144 
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Bacteria,  branching,  142 
capsules  of.  140 
chromogenic,  146 
classification  of,  148 
Clostridium  forms  of,  141 
collection     of     material    containing, 

155 
colonies  of,  152 
conditions  of  life  of,  144 
conveyance  of,  by  insects,  160 
cultivation  of,  151 
degeneration  of,  141 
destruction  of,  by  phagocytes,  124 
destruction  of,  in  body,  160 
development  of,  from  spores,  143 
distribution  of,  145,  146 
elimination  of,  from  body,  160 
entrance  of,  through  gastrointestinal 

canal,  160 
environment,  influence  of,  148 
enzyme  producing,  144,  146 
excitation  of  tumors  by,  270 
ferments  formed  by,  146 
filamentous  forms,  142 
fission  in,  141 
flagella  of,  140 
food  of,  144 
forms  of,  146 

freezing,  effects  of,  on,  144 
functions  of,  144 
function,  specialization  of,  142 
gas- producing,  146 
genera  in,  149 

granules,  metachromatic  in,  141 
grouping  of,  142 

groups  of,  as  disease  excitants,  175 
growth,  aggregates  of,  142 
harmlessness  ot  certain  forms  in  body, 

159 
higher  forms,  142 
in  air,  147 

in  blood  in  septicemia,  181 
in  dust,  147 
in  endocarditis,  407 
infectious  diseases  incited  by,  174 
in  heart  emboli,  404 
in  lungs,  459;  ref.  Beco 
in  mouth,  485 

in  nose,  429 ;  ref.  to  Ilmtard 
in  pseudo-membranous  inflammation, 

189 
intestinal,  ref.,  514 
involution  forms  of,  141 
in  water,  147 
local  vulnerability  of  tissue  to  action 

of,  160 
membranes  of,  140 
metabolic  products  of,  146 
metabolism  of,  145 
methods  of  study  of,  149 
modes  of  entrance  to  body,  160 
monomorphism  in,  148 
morphology  of,  140 
multiplication  of,  141 
necrotizing  action  of,  161 
nomenclature  of,  149 
nuclei  in,  140 


Bacteria,  numl>ers  of,  as  influencing  infec- 
tion, 163 

nutrition  of,  144 

occurrence  of,  in  the  body,  159 

optical  means  for  study  of,  151 

parasitic.  147 

pathogenic,  146,  165 

pathogenic,  mode  of  action  of,  168 

photogenic,  146 

physiology  of,  144 

plate  cultures  of,  152 

pleomorphism  in,  143 

polymorphous,  142 

portals  of  entry  of,  intestinal  canal, 
523 

post-mortem  invasion  by,  166 

proofs  of  infective  nature,  162 

ptomain  poisoning,  146 

pyogenic,  176,  181 

races  of,  149 

racket -shaped,  141 

relation  of  granulation  tissue  to,  ref. 
160 

relation  of,  to  chemotaxis,  145 

relation  of,  to  disease,  159 

relation  of,  to  moisture,  144 

relation  of,  to  nitrogen,  144 

relation  of,  to  other  plants  and  to  ani- 
mals, 147 

relation  of.  to  oxygen,  144 

relation  of,  to  putrefactive  changes  in 
dead  bodies,  5 

relation  of,  to  temperature,  144 

reproduction  of,  by  division,  141 

roil-like,  141 

role  of,  in  nature,  145 

safeguards  of  the  body  against,  159 

saprophytic,  147 

significance  of,  in  air,  soil,  and  water, 
147 

significance  of,  in  body,  162 

species  in,  148,  149 

spheroidal,  140 

spiral,  141,  142 

spores,  action  of  germicides  on,  145 

spores,  arthrogenous,  144 

spores,  endogenous  in,  143 

spores,  resistance  of,  to  heat,  144 

staining  of,  149,  150 

sterilization  by  heat,  144 

sterilization,  intermittent,  144 

straight,  141 

symbiosis  in,  148 

thermophilic,  144 

toxin -forming,  146 

transportation  of.  with  dust,  147 

tube  cultures,  158 

vacuoles  in, 

variations,  artificial,  in,  148 

variations  in  form,  141,  143 

varieties  in.  148 

virulence  of,  as  influencing  infection, 
163 

zooglcea  form  of,  142 

zymogenic,  146 
Bacteritemia,  nature  of,  179 
Bacterial  emboli,  161 
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Bacterial    examination    of     post-mortem 
specimens,  37 
flora  of  body,  159 
products,  action  of,  in  body,  160 
toxins.  161 

toxins,  action  of,  in  body,  160 
Bactericidal  action  of  tissues,  160 
Bacterio-protein.  161 
Bailey  and  Earing  on  Landry's  paralysis, 

ref.  757 
Balanitis,  650 
Balantidum  coli.  129 

Baldwin  on  carcinoma  of  pancreas,  ref.  532 
Barker,  ref.  on  Bacillus  pyocyaneus,  188; 
on  nervous  system.  730;  on  regeneration 
in  nerve  tissue,  739 
Barloic'*  disease,  336 
Basedow's  disease,  332 
Batten  on  nerve  lesions  in  diphtheria,  ref. 

236 
Baumgarten  on  vessels  of  heart,  ref.  404 
Becker  on  rhabdomyoma,  ref.  656 
Benda  on  miliary  tuberculosis,  ref.  218 
Beriberi,  251 
Bemheim  and  Gruber  on  mixed  infection, 

ref.  165 
Berry  on  appendicitis,  ref.  518 
Bert  and  Ijtmh  on  Malta  fever,  ref.  241 
Bezaneon  and  Ijibbe  on  role  of  the  lymph - 

nodes  in  infection,  ref.  160 
Bichloride  of  mercury,  use  of,  as  a  fixative, 

54 
Bitdl  and  Kraus  on  elimination  of  bacteria 

in  secretions,  ref.  160,  577 
Bigq*  on  dissecting  aneurism  of  aorta,  ref. 

420 
Bile  ducts,  dilatation  of,  561 
ducts,  examination  of.  31 
ducts,  lesions  of  (see  Liver),  559 
ducts,  occlusion  of,  561 
ducts,  perviousnessof,  test  at  autopsy, 

31 
typhoid  bacilli  in,  212 
Biliary  calculi.  562 

calculi,  role  of  micro-organisms  in,  563 
Bilirubin  in  blood.  353 
Birch- Hi  r*chf rid  on  intestines  as  portal  of 

entry  for  bacteria,  ref.  523 
Birch- Hi  ruehfrld    and    Garten    on     trans- 
plantation of  embryonal  cells,  ref.  267 
Bizzozt  ro   on    classification    of   tissues    in 
reference  to  physiological  regeneration, 
ref.  94 
Bladder,  gall,  lesions  of.  559 
Bladder,  urinary,  absence  of,  592 
urinary,  calculi  of,  59S 
urinary,   congestion  of  (see   Ilypene- 

inia).  595 
urinary,  cysts  of.  598 
urinary,  dilatation  of,  593 
urinary,  diverticula  of.  593 
urinary,  examination  post  mortem  of, 

34,  43 
urinary,  exstroversion  of,  593 
urinary,  foreign  bodies  in,  598 
urinary,  hu-morrhnge  of,  595 
urinary,  hernia  of.  594 


Bladder,  urinary,  hyperemia  of.  595 

urinary,  hypertrophy  of,  593.  596 

urinary,  inflammation  of  (see  Cystitis), 
595  * 

urinary,    inflammation    of.    tubercu- 
lous. 596 

urinary,  malformations  of,  592 

urinary,  parasites  of,  598 

urinary,  perforation  of.  594 

urinary,  rupture  of.  594 

urinary,  tumors  of.  597 

urinary,  wounds  of,  594 
Black  death,  242 
Black  leg,  245 
Blastomycetes.  140,  156 
Blennorrhea,  176 
Blocqand  Marinetco  on  Friedreich's  ataxia, 

ref.  751 
Blood,  air  in.  354 

alkalinity  of,  &42 

bacteria  in,  181,  354 

bilirubin  in,  353 

carbonic  oxide,  effects  of.  on.  327 

cells,  red,  agglutination  of.  214 

cells,   red,   altitude,  influence  of,  on, 
347 

cells,  red,  changes  in,  343 

cells,  red,  degeneration  in,  357 

cells,  red.  diapedesis  of.  in  inflamma- 
tion. 69,  111 

cells,  red,  diminution  of.  343 

cells,  red,  formation  of,  105 

cells,  red,  nucleated.  347 

cells,  red,  number  of.  343 

cells,  red.  origin  of,  344 

cells,  white,  changes  of.  347 

cells,  white,  emigration  of,  70 

changes  in  asphyxia,  44 

changes  in  position  after  death,  4 

changes  of.  342 

changes  of,  in  malaria,  258 

circulation,  changes  in,  69 

clots,  disappearance  of,  after  haemor- 
rhage, 70 

coagulability  of,  342 

crises.  347 

degenerative  changes  in.  351 

endothelial  cells  in.  353 

examination,  methods  of.  352 

extravasation  of,  69 

fat  in,  353 

flow  of,  in  vessels,  in  accordance  with 
the  laws  of  mechanics,  108 

foreign  bodies  in,  353 

forming  organs,  changes  in.  342,  355 

pises  in.  354 

in  general  diseases.  355 

malarial  parasites  in,  252 

method  of  examination  of,  in  malaria, 
259 

parasites  in,  354 

pigment  in.  351 

platelets  in  thrombi,  73 

post-mortem  changes  in  composition 
of,  5 

post-mortem  changes   in  distribution 
of.  9 
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Blood,  pus  cells  in,  353 
regeneration  of,  105 
shadows.  87 
serum,  antitoxic,  171 
serum,  as  culture  medium,  152 
serum,  germicidal  powers  of,  125 
tumor  cells  in,  353 
typhoid  bacilli  in,  212 
vessels,  410 

vessels,  amyloid  degeneration  of,  82 
vessels,  atrophy  of,  410 
vessels,  development  of,  in  regenera- 
tion and  repair,  104 
vessels,  hypertrophy  of,  410 
vessels,  new  formation  of,  104 
vessels  of  brain,  lesions  of,  730 
vessels  of  spinal  cord,  lesions  of,  730 
vessels,  regeneration  of,  99,  104 
vessels,    tuberculosis    of.   relation  to 
miliary  tuberculosis,  218 
Blue,  methylene,  as  staining  agent,  60 
Blumev,  ref.  on  glandular  myomata.  619; 
on  tuberculosis  of  the  aorta.  417;  on  tu- 
berculosis of  the  stomach,  498 
Body,  protective  mechanism  of,  159 
Boils  (see  Furuncle),  176 
Bone,  abscess  of,  663,  668 
amemia  of,  677 
atrophy  of,  661 
bibliography   of  lesions  of,  ref. 

Schmidt.  682 
caries  of,  673 
changes  in  amemia,  677 
changes  in  leukaemia,  677 
congestion  of  (see  Hvpenemia),  661 
cysts  of,  681 

decalcification  of,  methods,  55 
dermoid  cysts  of,  682 
euostoses  of,  679 
examination  of,  in  infants,  43 
exostoses  of,  679 
formation  in  muscle,  693 
fracture  of,  healing  of,  662 
hemorrhage  of,  661 
hyperemia  of,  661 
hvperostoses  of,  679 
inflammation  of,  663,  665 
inflammation  of,  syphilitic,  665,  666, 

670 
inflammation  of,  tuberculous,  665,  666, 

670 
lesions  of,   following  tvphoid   fever, 

211 
leukemic,  667 

marrow,  changes  in  anemia  and  leu- 
kemia, 677 
necrosis  of.  672,  673 
osteomalacia,  677 
osteophytes  of,  679 
rachitis  in,  674 
regeneration  of,  105 
repair  of.  105 
rickets  in.  674 
sequestrum  in  necrosis,  672 
softening  of,  677 
suppuration  of,  663 
syphilis,  congenital,  of,  671 


Bone,  syphilis  of,  665,  666,  670 
tuberculosis  of.  665,  666,  670 
tumors  of,  678 
ulceration  of,  673 
wounds  of,  healing  of.  662 
Borst,  ref.  on  inflammation,  126:  on  sacral 

tumors,  276 
Bostroem,  ref.  on  tumors  of  pia  mater,  708 
Bothriocephalus.  134 
Bottondey,  ref.  on  operation  in  tuberculous 

peritonitis,  524 
Bouillon  as  culture    medium  for  micro- 
organism. 152 
Boraird,  ref.  on  endothelial  hyperplasia  of 
spleen,    380;    on    tuberculous    lvmph- 
nodes,  368 
Brain,  abscess  of,  718,  752 
actinomycosis  in,  764 
anemia  of,  721 
aneurisms  of,  723 
apoplexy  of.  722 
atrophy  of,  719 

axis,  method  of  separation  of,  at  post- 
mortem examination,  15 
blood-vessels  of.  720 
blood-vessels,  lesions  of,  730 
changes  of.  in  general  paresis  of  the 

insane,  759 
condition  of,  after  drowning,  47 
congestion  of  (see^Hyperemia),  721 
cvsts  in,  767 
degeneration  of,  after  embolism  and 

thrombosis,  720 
degeneration  of,  after  injuries,  717 
degeneration,  systemic,  740 
embolism  of,  727 

examination,  post-mortem,  of,  10,  42 
fixative  and  hardening  method  for,  16 
hemorrhage  of,  722 
hernia  of,  715 
holes  in,  767 
hyperemia  of.  721 
hypertrophy  of,  719 
inflammation,  chronic,  of,  758 
inflammation  of  (see  Encephalitis),  751 
inflammation,  syphilitic,  763 
injuries  of,  717 
injuries,  repair  of,  100 
in  new  born,  appearance  of,  42 
lacerations  of,  718 
lobes  of,  11 

location  of  lesions  of,  11 
malformations  of,  714 
mantle,  method   of  separation  of,  at 

post-mortem  examination,  15 
methods  of  study  of,  769 
MeynerVx  method  of  opening  of,  11, 14 
crdcma  of.  722 
parasites  of,  767 
pigmentation  of,  720 
red  softening  of.  728 
removal  of,  at  autopsies  of  the  new- 
born, 41 
sand,  697,  699,  707,  714 
sclerosis  of.  758 
softening,  inflammatory,  752 
softening  of,  728 
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cy>?*,  4>^ 
Brea*t    lesion*  of  •  v*:  Mammt  .  641 
Itrft*  or*  cvst*  with  ciliated  cells  in  ute- 

rift*:  mvorna.  ref.  619 
Ifritgsr  *toff  hhrlitk    00    experimental 

krMotiS  of  spinal  cord,  ref.  T3T 
Bright '«  'Jt^a«#-  **ee  Nephritis  .  5T2 

liri'ji'lio  Hhtl  PirrtAi.  ref.  on  p*e*ldo-letlk*- 
mia.  3*51    on  retention  of  persistent  thy 
mus  to  fMgki/i*  tifc+aftT.  "&Tt 
If  nil  sn,«1  Libitum,  ref.  on  calcification  of 

liv*r.  r>« 
Bronchi.  43* 

ca«ts  oft  -140 

dilatation  of.  441 

teemonrbajre  of.  438 

inflammation  of  <see  Bronchitis/.  439 

lymph -nodes  of.  442 

obliteration  of.  All 

o*»ification  of.  442 

r*#st  -mortem  examination  of,  25 

preservation  of.  25 

trabeculation  of.  439 

tumor*  of.  442 
Bronchi«-cta«»ia.  441 

tuberculous.  4T1 
Bronchiolitis  exudative.  440 
Bronchi' i«.  capillary.  43*.  455 

catarrhal,  acute.  43*.  439 

catarrhal,  chronic,  439 

t  roupou*.  440 

exudative.  43* 

pwudo  membranous,  440 
Broneho -pneumonia.  455 

excitant •»  '»f.  45* 

tiilxn  ii!'H\  468 
Bronze  *»kin.  ** 

lirtftk*.  ref.  on  acromegaly.  337 
Jirovh,  ref.  on  oesophageal  diverticula,  491 
Broth  as  culture  medium.  152 
liroiiarthl.  ref.  death  and  sudden  death.  50 
Jiroir,,  //////  Thiry  on  diphtheritic  septicje- 

mia.  ref.  237 
Bubonic  plairue.  242 
Jl'irhhiitiU  r  on  intestine  as  portal  of  entry 

for  bacteria,  ref.  523 
Jliirkhiirilt  on   renal  tumors,  ref.  592 
llml,nj  on  ( -Hinted  epithelium  iu  adenoma 

of  the  lireaM.  ref.  645 
Burn-,  death  from.  49 
/,'hmm  on  renal  tumors,  ref.  592 
linthr.  ic(.  on  membranous  enteritis.  515 
Bnttht  r  on  peritonei* 
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Caciikxia  in  tumors.  265 


Cakare-^s  irJL-raii*L>  ^ 
Cakidct:;*  ,c  ** 
of  ar.e?>*  411 

Of  CeTet-ffkl  TeSfttSS- 

of  h^ar:  4*** 

of  kirii^y*  57*>.  5*1 

of  lir*rr.   -">44 

of  m^>.  Toitctarj. 

of  mv^iia.  61* 

of  pecs*  651 

of  pericardi^im.  $?• 

of  p^ura.  435 

of  spSeen  capsule.  ¥& 

of  tonsil*  4*** 
Calculi  tf;iary.  5«2 

pancrva:ic.  533 

preputial,  in  peni§.  (31 

prostatic.  659 

renal.  59u 

seminal  vesicles.  657 

tonsillar  4*>> 

urinarv  forms  of.  50* 
Callus  in  heaiing  booe.  653 
Camt/*H  on  leptothrix.  ref.  202 
Cancer  see  Camnomai.  3fth 
OiH*/h    m.d    Pitlirk*   on   the    bacflliis  of 

measles,  ref.  251 
Canthandi-s.  p*>isooous  effects  of.  325 
Capillaries.  lesions  of.  425 
Vapp  <m  aneurism  of  corrioaJT  arteries,  ref. 

420 
Caput  succedaneum.  41 
Carbolic  acid,  avoidance  of.  as  a  fixative. 

61 
Carbonic  oxide,  poisonous  effects  of.  327 
Carbuncle.  176.  197 
Can-i no-adenoma.  307 
Carcinoma.  3^5.  3»^» 

character*  of.  3uw 

-c«»lloid."  31h 

cylindrical -ct-lled.  317 

defeneration  in.  312 

encejdialoid.  31  * 

extension  of.  310 

fibrous.  317 

flat  celled.  312 

forms  of.  312 

gelatinous.  31S 

medullary.  318 

melanotic.  319 

metastatic.  310 

mollc.  31< 

multiple.  312 

myxoiimtodfs,  319 

of  adrenals.  :^s(5 

of  arteries.  421 

of  bladder.  597 

of  I  Mine.  6*1 

of  brain.  765 

of  liRtnchial  cleft,  ref.  Pfswer*.  490 

of  bronchi,  442 

of  dura  mater  spinalis.  709 

of  Fallopian  tubes,  640 
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Carcinoma  of  gall  bladder  and  ducts,  561 

of  heart.  410 

of  intestine,  520 

of  kidneys,  592 

of  larynx.  432 

of  liver,  555 

of  lung.  480 

of  lymph-nodes,  370 

of  mamma,  female,  645 

of  mamma,  male,  660 

of  mouth,  848 

of  muscle,  693 

of  nerves,  767 

of  oesophagus,  492 

of  ovaries,  632 

of  pancreas,  532 

of  parotid,  529 

of  penis.  651 

of  pericardium,  390 

of  peritoneum,  525 

of  pharynx,  490 

of  pleura,  437 

of  prostate,  659 

of  seminal  vesicles,  657 

of  spleen,  380 

of  stomach,  501 

of  testicles,  656 

of  thyroid,  384 

of  tongue,  485 

of  tonsil,  490 

of  urethra,  male,  601 

of  uterus,  622 

of  vagina,  606 

of  veins,  425 

of  vulva,  604 

scirrhus,  317 

simplex,  317 

S(jiiamous-celled.  312 

telangiectoides,  318 
Caries  of  bone,  673 
Carnified  lungs,  446 
Car/toy'*  fluid,  formula,  51 
Cartilage,  regeneration  of,  105 
Caryoehromes,  731 
Caseation,  91 
OiMfktr,  ref.  39 
Casts,  renal,  566 

renal,  methods  of  fixation  of,  54 

renal,  resembling  corpora  amvlacea, 
83 
Catarrh,  purulent,  176 
Catarrhal  inflammation,  123 
Cavities,  bronchiectatic,  441 

formation  of,  in  pulmonary  tubercu- 
losis, 474 
Cell,  body,  function  of,  95 

changes,  progressive,  78 

changes,  retrogressive,  78 

characters,     hereditary,    maintenance 
of,  261 

dependence  and  independence  of,  66 

division,  amitotic,  97 

division,  indirect,  95,  97 

division,  mitotic,  95 

division,  modes  of,  95 

energy,  phases  of,  65,  78 

growth,  most  active  period  of,  94 


Cell  "  inclusions  "  in  tumors,  270 

nucleus,  function  of,  95 

physiological  control  in,  reproduction 
of,  262 

proliferation,  most  active  periods  of, 
94,  261 

regeneration,  characters   and    limita- 
tions of,  98 

regeneration,  conditions  which  incite, 
105 

regeneration,  physiological,  94 

regeneration,  ref.  to  Fuerst,  273 

reproduction,  abnormal,  262 

reproduction,  physiological,  in  adult, 
262 

types,  conditions  of  maintenance  of, 
261 

Wilton  on  the,  ref.  272 
Cells,  action  of  bacterial  products  on,  161 

cancer.  309 

complex  organization  of,  95 

dead,  characters  of,  90 

dead,  librin  formation  under  influence 
of,  112 

embryonal,  transplantation,  ref.  Birch- 
IliiHchfeld  and  Garten,  267 

eosinophile,  germicidal  powers  of,  125 

formation  of,  in  granulation  tissue,  118 

formative  stimulus  in  growth  of,  272 

ganglion,  mitosis  in,  99 

ganglion,  nature  and  structure  of,  780 

mast-,  283.  348 

necrosis  of,  90 

new -formed,  recognition  of,  98 

plasma-,  103 

"prickle,"  in  epithelioma,  313 

restoration  of,  after  degeneration  and 
injury,  99 

spider,  in  glioma,  297 

spined,  in  epithelioma,  313 

white  blood-,  347 
Celloidin,  use  of,  for  embedding,  55 
Centrosome,  significance  of,  95 
Cephalhematoma  in  the  new-born,  41 
CVphalocele,  715 
Cercomonas  intestinalis,  129 
Cerebellar  ataxia,  751 
Cerebrospinal  meningitis,  194 
Cerebrum,  lesions  of  (see  Brain),  714 
Cerenrille,    Tarel,  etc.,  on   bacterial  exci- 
tants of  colitis,  ref.  514 
Cestoda,  131 
Chalk  stones,  335 
Chancre.  232 

Chancroid,  bacteria  of,  197 
Charbon,  197 

8ymptomatique,  245 
Charcot- Leyden  crystals,  351,  678 
Cheese  poisoning,  328 
Chee*fnan  and  Meltzer,  on  local  lesions  and 

tissue  vulnerability,  ref.  160 
Cheesy  degeneration,  91 

degeneration  in  tuberculosis,  220 
Cheloid.  280 
Chemistrv,  importance  of,  in  pathology, 

68 
Chemotaxis  by  dead  cells.  125 
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Chemotaxis  in  bacteria.  145 

nature  of.  Ill 

negative.  125 
"Chest  serum  *"  as  culture  medium,  152 
Chiari  on  auto-digestion  of  pancreas.  529 

on  typhoid  fever  without  characteris- 
tic lesion*.  212 

ref.  on  obliterating  phlebitis  in  hepa- 
tic vein.  53* 
Children,  causes  of  sudden  death  in.  50 

changes  in.   immediately  after  birth, 
40 

new-born,  age,  characters,  and  size  of. 
40 

new-born,  autopsies  of.  method  of,  39 
Chitttitthn   ottd  Alhro,  on  skin  pigment. 

88 
Chloral  hydrate,  poisonous  effects  of,  327 
Chloroform,  poisonous  effects  of,  327 
Chloroma,  291 
Chlorosis.  355 
Cliolan iritis.  559 
Choice v  st  it  is.  559 
Cholelithiasis.  562 
Cholera  asiatica.  214 

asiatica.  bacterial  diagnosis  of,  216 

asiatica.  experimental  in  animals,  216 

asiatica.  lesions  of.  215 

spirillum,  group  of  spirilla  resembling. 
217 
Cholesteatoma.  294 
Cholesterin  in  fatty  degeneration,  80 
Chondroma,  296 

of  ln>ne.  679 

of  bronchi,  412 

of  choroid  plexus.  714 

of  clitoris.  604 

of  dura  mater  cerebralis.  698 

of  dura  mater  spinalis,  709 

of  In-art.  410 

of  larynx.  432 

of  liver.  556 

of  lung.  4*0 

of  lymph -nodes,  370 

of  mamma.  645 

of  mouth.  484 

of  muscle,  693 

of  ovaries,  (532 

of  parotid,  528 

of  pia  mater  cerebralis,  707 

of  submaxillary  gland.  528 

of  testicles.  656 

of  veins.  425 
Chondrosarcoma.  291 
Choroid  plexus,  cysts  and  tumors  of,  714 
Chromatic  fiirure  in  mitosis.  96 
Chromatin,  changes  of.  in  cell  division,  95 

changes  of.  in  necrosis.  90,  91 
Chroniatolysis.  736.  73* 

of  ganglion  cells  in  sunstroke.  335 
Chromophylie  bodies.  731 

bodies,  method  of  staining,  770 
Chromosomes  in  mitosis.  95 
Chyle  vessels,  dilatation  of.  426 
Chylous  ascites.  426.  521 
Cicatricial  tissue,  damage  by.  126 
Cicatrix,  nature  of.  119 


Circulation  of  the  bkxxl.  changes  in.  69 
Circulatorv  svstem.  3*7 

srstem,  sudden  death  from  lesions  of. 
49 
Cirrhosis  of  liver.  546 

of  liver,  congenital.  551 
Cladothrix.  143  ~ 
Clitoris,  mal  formations  of.  602 

tumors  of.  6»«3 
Clostridium  forms  of  bacteria  in.  141 
Clots,  apoplectic.  722 

heart.  23.  398 
Cloudy  swelling  \  see  Albuminous  Degen- 
eration ».  79 
Coagulation  necrosis.  90 
Coots  on  tumor  of  pineal  gland,  ref.  7©* 
CcMelt  and  Mt(*»int  on  granulation  tissue 

and  infection,  ref.  160 
Cocci,  140 

growth,  forms  of.  142 

packet  forms  of.  142 

variations  in  form  of.  141 
Coccidia,  129 

in  liver.  559 

in  Pttgtt'*  disease.  641 
Coccidium  ovi  forme.  129 
Coccus,  "chain."  185 

golden.  182 
Cohnheim  on  eml>olism.  ref.  76 
Gfhnheim't     hypothesis    of     etiology    r" 

tumors.  269  * 
Colchicum,  poisonous  effects  of.  325 
Colitis,  amcebic.  511 

bacterial.  512 

catarrhal,  acute,  510 

chronic.  515 

croupous.  513 

diphtheritic.  513 

excitants  of.  514 

fibrinous.  515 

follicular.  512 

infections,  acute.  511 

membranous.  515 

mucous.  515 

necrotic.  514 

nodular.  512 

pseudo-membranous.  513 
"Colloid**  cancer.  318 

degeneration.  !*5 

nature  of.  ref.  to  lttinhtch.  383 
Colocynth.  poisonous  effects  of.  325 
Colon  Imcillus.  1*7 

bacillus,  comparison  with  Bacillus  ty- 
phosus. 214 

dilatation  of.  505 

group  of  bacilli.  189 

malpositions  of.  503 

tumors  of.  51  s 

ulcers  of,  512.  513.  515 
Combined  system  disease.  750 
Commensals,  bacterial.  148 
Compound  granular  corpuscles,  729 
Concretions  of  appendix.  517 

of  intestines.  520 

of  pancreas.  533 

of  prostate,  659 

of  seminal  vesicles.  657 
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Condoleon  on  tabes,  rcf.  749 
Condyloma  of  penis,  650 

of  vulva.  603 

syphilitic.  233 
Cone  bu  chronic  gastritis,  ref.  196 
Congenital  infection,  165 
Congestion  (see  Hyperemia) 

of  the  blood,  69 

post-mortem,  9 

pulmonary,  443,  444 

relation  of  hyperplasia  to,  121 
Conium,  poisonous  effects  of,  328 
Connective  tissue,  importance  of,  in  re- 
pair, 99 

tissue,  new  formation  of,  102 

tissue,  regeneration  of,  102 

tissue,  repair  by,  102 
Const  it  utio  lymphatica,  337 
Contagious  diseases,  167 
Contagium,  167 
Contusions,  appearances  of,  after  death, 

7 
Cooling  of  the  body,  post-mortem,  5 
Coplin  on  branchial  cysts,  ref.  486 
Copper  poisoning,  effects  of,  825 
Cornet,  ref.  on  scrofula,  368 

on  tuberculosis,  230 
Cor  nil  and  Car  not  on  regeneration  of  mu- 
cous membranes,  ref.  101 
Coronary  arteries,  lesions  of  (sec  Heart) 

arteries,  post-mortem  examination  of, 
24 
Corpora  aliena  articulorum,  685 

amylacea,  83 

cavernosa,  inflammation  of,  650 
Corpus  luteum,  changes  in,  681 
Corrosive  sublimate,  fixative,  use  of,  as,  54 

sublimate,  germicidal  action  of,  145 

sublimate,  poisonous  effects  of,  324 
Cotton  swabs  for  collecting  culture  mate- 
rial, 155 
Councilman ,  ref.  on  interstitial  nephritis, 
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on  lung  lobule.  449 
on  sudden  death  due  to  heart,  894 
on  arterio-sclerosis,  416 
Councilman  and  fatfleur  on  amoebic  dys- 
entery, ref.  129 
Councilman,  Mallory,  and  Pearce  on  diph- 
theria, ref.  236 
Counrilman.  Malloiy,  and  Wright  on  cere- 
brospinal meningitis,  ref.  195 
Cowie  on  differentiation   between    tuber- 
cle and  smegma  bacilli,  ref.  229 
Gnrper%*  glands,  lesions  of,  659 
Coyon  on  micro-organisms  of  stomach,  497 
Crabs,  regeneration  of  lost  parts  in,  99 
Cramer  on  nerve  lesions  in  sunstroke,  335 
Craniotabes,  675 

Cranium,  examination  of  base  of,  at  autop- 
sies, 15 
examination  of,  in  infants,  14 
opening  of,  in  adults,  9 
Creuothrix,  143 
Cretinism,  sporadic,  ref.  to  Oder,  831 

thyroid,  relation  of,  to,  331 
Croton  oil,  effect  of,  on  stomach,  32 


Croton  oil.  poisonous  effects  of,  325 
Croupous  bronchitis,  440 

inflammation   (see  Fibrinous  Inflam- 
mation), 128 
Crowder  on   generalized   tuberculous 

lymphadenitis,  ref.  368 
Cryptorchismus,  652 
Culex,  255 
Cullen,  ref.  on  rapid  fixation  and  frozen 

section    method,   52 ;   on  glandular 

myomata  of  uterus,   619;  on   hydro- 
salpinx, 638;  on  uterine  tuberculosis, 

614;  on  carcinoma  of  uterus,  622 
Cultures,  bacteria,  151 

of  bacteria,  methods  of  study,  153 

of  post-mortem  material,  methods  of 
securing.  37 
Cunningham,  ref.  on  death  from  electrical 
currents,  48 

on  experimental  thyroidism,  331 
Curtchmann  on  typhoid  cystitis,  ref.  596 
Curschmanns  spirals,  440 
Cushing,  ref.  on  bacteria  and  biliary  cal- 
culi, 563 

on  gonococcal  peritonitis,  523 
Cyanosis  in  cardiac  malformations,  392 
Cyclopia.  714 
Cylindroma,  294 
Cystadenoma  of  mamma,  645 

of  ovaries,  682 

papillary  of  ovaries,  636 
Cysticercus,  132 

of  brain,  767 

of  heart,  416 

of  kidney,  592 

of  muscle,  694 

of  pia  mater,  708,  710 

of  peritoneum,  526 

of  spleen,  380 

of  ventricles  of  brain,  714 
Cystitis,  acute  catarrhal,  595 

chronic,  593 

croupous,  596 

diphtheritic,  596 

emphysematous,  596 

exudative,  595 

necrotic,  596 

tuberculous.  596 

typhoid,  596 
Cystocele  in  female,  604 

vaginal.  594 
Cysto-sarcoma,  290 
Cysts,  277 

atheromatous,  of  arteries,  413 

branchial,  486 

ciliated,  ref.  to  Ileus  and  Znhn,  278 

closure  of,  by  granulation  tissue,  120 

congenital,  278 

dermoid,  of  lung,  480 

dermoid,  of  nose,  429 

dermoid,  of  ovary,  637 

dermoid,  of  spleen,  380 

dermoid,  of  thyroid,  384 

disintegration,*277 

follicular,  of  ovary,  636 

foreign  body,  277 

formed  about  blood  clots,  70 
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Cysts,  methods  of  preparation  of,  61 

of  bone.  6*1 

of  brain.  724.  767 

of  choroid  plexus,  714 

of  Cowper's  glands,  660 

of  ependyma.  714 

of  Fallopian  tulies.  640 

of  Graafian  follicles,  636 

of  kidney.  589 

of  larynx.  432 

of  liver,  555,  556 

of  liver  with  renal  cysts.  589 

of  mamma.  647,  660 

of  mediastinum.  481 

of  mesentery,  526 

of  mouth,  484 

of  (esophagus.  493 

of  omentum,  526 

of  ovaries,  compound,  632,  636 

of  pancreas,  532 

of  parovarium,  637 

of  pia  mater  cerebralis,  708 

of  pericardium,  390 

of  placenta,  628 

of  pleura,  437 

of  prostate,  659 

of  salivary  glands,  528 

of  scrotum,  651 

of  seminal  vesicles,  657 

of  spinal  cord.  766 

of  stomach,  503 

of  testicles,  656 

of  tongue,  485 

of  trachea,  432 

of  tumors,  277 

of  urethra,  male,  601 

of  urinary  bladder,  598 

of  uterus*  627 

of  vagina,  606 

of  vulva.  6<>4 

retention.  277 

retro  ovarian,  640 

retroperitoneal,  526 

sebaceous,  of  penis,  651 

transudation.  277 
Cvtologv,  importance  of  modern  studies 

"in.  66* 
Cytoplasm,  function  of,  95 

Dufjinut  on  tumors  of  dura  mater,  ref.  698 
Dnhmx  on  differential  stains  for  tubercle 

and  smegma  bacilli,  ref.  229 
l)tir<n\x>vt,  ref.  experimental  morphologv, 

111 
DtntM,  ref.  on  diabetic  gangrene.  334 
Dead  bodies,  data  for  identification  of,  4 

putrefactive  changes  in,  5 

tissues,  changes  in,  89 

tissues,  disposal  of,  in  body.  92 
Death,  black.  242 

causes  of.  determination  of.  3 

from  asphyxia,  44 

from  burning.  49 

from  drowning,  46 

from  electricity.  48 

from  hanging.  45 

from  strangulation,  45 


Death  from  suffocation.  44 

from  violence,  lesion  in.  44 

sudden,  causes  of.  49 

sudden,  from  heart,  ref.   Councilman, 
394 

sudden,  from  tumor  emboli.  266 

sudden,  lesions  in.  44 

sudden,  lesions  leading  to.  3 

time  of.  as  determined  by  post-mortem 
appearances,  6 
Decalcification  of  bone,  methods  for,  55 
Dec  id  uo  ma  of  placenta,  628 

of  uterus.  626 
Decomposition,  post-mortem,  5 
Defensive  proteids,  169 
Degeneration,  79 

acute,  79 

albuminous.  79 

albuminous,  restoration  of  cells  after, 
99 

amyloid,  82 

amyloid,  of  adrenals,  385 

amyloid,  of  arteries,  411 

amyloid,  of  intestine.  506 

amyloid,  of  kidney,  569 

amyloid,  of  liver,  542 

amyloid,  of  lymph-nodes,  363 

amyloid,  of  muscle.  691 

amyloid,  of  pancreas.  529 

amyloid,  of  placenta.  627 

amyloid,  of  spleen.  372 

amyloid,  of  stomach,  491 

amyloid,  of  thyroid,  382 

amyloid,  of  uterus,  610 

ascending.  743 

cheesv,  91,  220 

colloid.  85 

colloid,  in  thyroid,  382 

combined  system.  750 

descending*  742 

fatty,  80.  81 

fattv.    from    phosphorus    poisoning, 
323 

fatty,  of  adrenals,  385 

fattv,  of  arteries,  411 

fatty,  of  endocardium,  401 

fattV,  of  heart,  400 

fatty,  of  joints.  (582 

fatty,  of  kidneys,  568 

fatty,  of  liver,  541 

fatty,  of  muscle.  690 

fatty,  of  pancreas.  529 

fatty,  of  placenta.  627 

fatty,  of  prostate,  657 

fatty,  of  stomach.  494 

fattv,  of  uterus,  610 

fatty,  of  veins.  423 

glycogen,  84 

glveoiren,  of  kidnevs,  569 

glycogen,  of  liver.  543 

granular.  79 

granular,  in  red  blood  cells,  347 

hyaline.  86 

hyaline,  of  arteries.  411 

hyaline,  of  heart.  402 

hyaline,  of  islands  of  Litngerhan*  in 
pancreas.  530 
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Degeneration,  hyaline,  of  lymph-nodes,  363 

hyaline,  of  muscle.  690 

hyaline,  of  prostate.  657 

hyaline,  of  thyroid,  382 

hydropic.  84 

lanlaceous,  82 

mucous.  84 

neurone.  735 

neurone,  systemic.  740 

parenchymatous.  79 

polycbromatophilic.  in  anaemia.  345 

primary,  of  neurones.  744 

relation  of,  to  inflammation,  122 

secondary,  following  cerebral  haemor- 
rhage, 724 

secondary,  in  nervous  system.  741 

waxy,  82 
Dejerin*,  ref.  on  ataxic  paraplegia,  750 
Dyeri/it  and  Lttulle,  ref.  on  ftiedreich's 

ataxia,  751 
DelajUUI.  ref.  on  colitis.  510 
Delafield%8  hematoxylin  stain,  59 
Delamare  on  syphilitic  nephritis,  ref.  587 
Delirium  tremens,  alcohol  as  excitant  of, 

326 
Dendrites,  723 

changes  in.  from  separation  from  their 
cell  bodies,  735 
Denetke,  spirillum  of,  217 
Dermatitis,  blasto-mycetic,  156 
Dermoid  cysts  of  bone.  682 

cysts  of  choroid  plexus,  714 

cysts  of  lung.  480 

cysts  of  mouth.  484 

cysts  of  nose.  429 

cysts  of  peritoneum,  529 

cysts  of  spleen.  380 

cysts  of  thyroid.  384 

cysts  of  urinary-  bladder,  598 

tumors  of  mediastinum,  481 

tumors  of  penis.  651 

tumors  of  scrotum,  651 

tumors  of  testicle.  657 
Dermoids  of  thymus.  381 
DeWitte.  ref.  on  membranous  endometritis, 

61 1 ;  on  myositis  ossificans.  693 
Diabetes,  bibliography,  ref.  to  Yon  Soor- 
den.  3&4  *" 

tt  bronzed. "  3&4 

haeniacbromatosis  in,  88 

mellitus.  333.  334 

pancreas  lesions  in,  530 

phloridzin,  335 

relations  of,  to  internal  secretions,  334 

sudden  death  in,  50 
Diapedesis,  69 

in  inflammation.  111 
Diaphragm,  portions  of,  21,  42 
Diastema  t<  >m\ e  1  ia .  716 
Diaster  in  mitosis.  96 
Digestive  system.  482 
Digitalis,  poisonous  effects  of,  828 
Dilatation  of  heart,  396 
Diphtheria.  235 

antitoxin.  238 

association  with  tuberculosis,  ref.  237 

bacillus  of.  237 


Diphtheria,  bacteriology  of,  236 

concurrent  infection  in.  237 

diagnosis,  ttacterial,  in.  238 

experimental.  238 

heart  lesions  in.  236 

lesions  of.  235.  236 

nerve  lesions  in,  236 

pseudo-.  186 

pseudo-.  membrane  of.  235 

septicemia.  237 

toxin  of.  238 

visceral  lesions  of.  236 
Diplobacilli.  142 
Diplococci.  142 
Diplococcus  intracellularis.  195 

pneumoniae.  190 
Diplomyelia.  716 
Disease,  causes  of.  67 

contagious.  167 

definition  of.  166 

etiology  of.  67 

general.  331 

infectious  nature  of.  164 

nature  of.  65 
Disinfectants,  action  of.  on  bacteria.  145 
Distoma.  131 

in  bladder,  urinary.  598 

in  blood.  354 

in  liver.  558 
Diverticula  false,  of  intestine.  504 

in  veins.  425 

of  bladder.  593 

of  intestine.  503 

of  oesophagus.  491 

of  pharynx.  486 
Division  of  cells.  95 
DHHtcht'trtli.  rvf.  on  pvogenic  powers  of 

typhoid  bacilli.  213  * 
DiH<»ch<'ir*lt'  aud  JatuntM.  ref.  on  hepatic 

cysts.  555 
Dnbrwr*tl*lu\    ref.    on    lymph-nodules    of 

larvnx.  etc..  488 
Dochmius  duodenal  is.  136 
Dt*k.  ref.  on  chloroma.  291 :  on  sarcoma 

of  stomach.  501 :  on  trichomonas.  131) 
Dotrd.  ref.  on  cvsts  of  the  mesenterv.  526; 
on  tuberculosis  of  cervical  Ivmph-nodes, 
367 
Dropsy,  nature  of.  71 

of  pericardium.  387 
Drowning,  condition  of  viscera  after.  47 

dealt h  from.  46 

inspection  of  body  after.  46 

internal  examination  after.  47 

lesions  of.  46 
Drymitilt'x  corpuscles.  635 
Ductus  arteriosus  in   stenosis    of  aorta, 
421 

arteriosus,  malformations  of.  391 
Dunfmir.  ref.  on  typhoid  fever.  212 
Duodenum,  post  mortem  examination  of. 
31 

ulcers  of.  508 
Dura  mater  cerehmlis.  characters  of.  695 

mater  cerebralis.  examination  of.   at 
post  -mortem  examination.  10 

mater  cerebralis,  ha-morrhage  of.  695 
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Dura  mater  cerebralis,  inflammation  of  (see 
Pachymeningitis),  690 
mater  cerebralis,  inflammation  of,  tu- 
berculous, 698 
mater  cerebralis,  syphilis  of,  698 
mater  cerebralis,  thrombosis  of,  695 
mater  cerebralis,  tumors  of,  698 
mater  spinalis,  haemorrhage  of,  709 
mater  spinalis,  inflammation  of,  709 
mater  spinalis,  parasites  of,  709 
mater  spinalis,  tuberculosis  of,  709 
mater  spinalis,  tumors  of,  709 

Durck,  ref.  on  experimental  pneumonia, 
459 

Dust,  bacteria  in,  147 

Dyes,  classification  of.  345 

Dysentery  (see  Colitis),  510 
aniwba  in,  128 
amoebic,  511 
excitants  of,  511 
pyocyaneus,  512 
tropical,  511 

Ear.  internal,  method  of  examination  at 

autopsies.  16 
Eber  on  animal  tuberculosis,  ref.  227 
Ecchymoses,  70 

in  asphyxia,  44 

in  purpura,  337 

of  lung,  445 

post-mortem  and  ante-mortem,  7 
Echinococcus  exogena,  134 

in  bladder,  urinary,  598 

in  blood,  354 

in  brain.  767 

in  dura  mater  spinalis,  709 

in  heart,  410 

in  kidney,  592 

in  liver,  557 

in  muscle,  694 

in  peritoneum.  526 

in  pleura,  437 

in  prostate,  659 

in  spleen,  380 

in  testicle.  657 

in  veins,  425 

in  ventricles  of  brain,  714 

niultiloculiiris,  134 

scolecipariens.  134 
Etlen  on  the  placenta,  ref.  627 
Edmund*  <m  Basedow's  disease,  ref.  332 
Egg  albumen,  use  of,  to  fasten  sections  to 

slide,  52 
Ehi'lich  and  Tjimrn*  n\\  amemia,  ref.  352 
Ehvlirh'H  method  for  blood  fixation,  352 
Elaterium.  poisonous  effects  of,  325 
Electrical  currents,  death  from,  48 
Electricity,  death  from,  48 
Elephantiasis.  426 

of  scrotum,  651 

of  vulva.  603 
EftiHynn  gonococcal  infection,  ref.  192,194 
Embedding,  cclloidin,  55 

paraflin.  56 
Emboli,  bacterial.  161 

fat.  354 

infective.  76,  113 


Emboli,  infective,  cardiac  origin  of,  408 

intestinal,  506 

parenchyma  cell.  75 

tumor,  in  arteries,  422 
Embolism,  aberrant,  77 

coagulation  necrosis  in,  91 

effects  of,  75 

in  brain,  727,  729 

in  coronary  arteries,  408 

in  kidney.  565 

in  liver.  113 

in  lung,  445 

in  mesenteric  artery,  506 

in  muscle,  692 

in  portal  vein,  537 

in  spinal  cord,  729 

in  spleen,  374 

in  terminal  arteries,  effects  of,  76 

in  tumors,  264 

retrograde,  77 
Embolus,  nature  of,  75 
Embryo,  age  of,  method  of  determining, 
40 

human,  general  characters  and  size  of, 
at  different  ages,  39 

maturity,  signs  of,  40 
Embryology,  relationships  of,  to  pathol- 
ogy, ref.  Marchand  and  Minot,  274 
Embryos,  method  of  preservation  of,  61 
Emigration,  a  physiological  process,  123 

in  frog's  mesentery,  109 

nature  and  causes  of,  111 
Emphysema,  interstitial,  448 

interstitial,  from  gas  bacillus,  248 

of  lung,  447 

pulmonary,  447 
Empyema,  176,  435 

excitants  of,  436 
Encephalitis,  acute,  751 

acute  disseminated,  753 

chronic,  758 

exudative.  751 

in  new-born,  757 

parenchymatous,  753 

suppurative,  753 
Encephalocele,  715 
Enchondroma  (see  Chondroma) 
Endarteritis,  412 

obliterans.  413 

syphilitic,  232 
Endocardial  vegetations,  408 
Endocarditis.  406 

acute,  406 

bacteria  of,  407 

chronic,  408 

infective,  407 

infective,  excitants  of,  407 

infective,  injury  as  predisposing  to. 
407 

gonococcal,  ref.  Liirtigau,  407 

malignant.  407 

mycotic.  407 

tuberculous.  409 

ulcerative,  acute.  407 

ulcerative,  chronic.  408 

ulcerative,  malignant.  407 

ulcerative,  simple,  407 


INDEX. 


'85 


Endocardium,  characters  of,  406 

fatty  degeneration  of,  401 

lesions  of,  406 
Endometritis,  catarrhal,  611 

chronic,  611 

croupous,  613 

diphtheritic,  613 

exfoliative,  611 

memhranous,  611 

puerperal,  615 

syphilitic,  614 

tuberculous,  613 
Endophlebitis,  423 

chronic,  425 
Endothelial  cells  as  phagocytes,  116 

cells,  phagocytic  powers  of,  125 

sarcoma,  291 
Endothelioma,  291 

bibliography  of,  295 

embryological  data  bearing  on,  295 

occurrence  of,  295 

of  adrenals,  386 

of  bone,  681 

of  brain,  765 

of  dura  mater  cercbralis,  698 

of  dura  mater  spinalis,  709 

of  intestine,  520 

of  kidnev,  590 

of  lung,  480 

of  lymph-nodes,  370 

of  lymph -vessels,  427 

of  nerves,  767 

of  ovaries,  632 

of  parotid,  528 

of  pericardium,  390 

of  peritoneum,  525 

of  pia  mater  cercbralis,  707 

of  pleura,  437 

of  spinal  cord,  765 

of  submaxillary  gland,  528 

of  thymus,  381 

of  thyroid.  384 

of  uterus,  619 
Endothelium,  changes  in,  favoring  throm- 
bosis, 73 

changes  of,  in  liver,  in  typhoid  fever, 
209 

changes  of,  in  syphilis,  232 

formation  of  connective  tissue  from, 
104 

lesions  of,  in  typhoid  fever,  207 

or  mesot helium,  115 

secretory  capacities  of,  71 

"selective  filtration"  by.  112 

vascular,  in  inflammation,  109 
Energy  cell,  65 
Eitt/fiken  on  renal    adenoma  in  children, 

ref.  591 
Enostoses.  679 
Enteritis,  506 

catarrhal,  acute.  506 

catarrhal,  chronic,  507 

croupous.  507 

diphtheritic.  507 

exudative,  507 

follicular,  507 

membranous,  515 

50 


Enteritis,  nodular,  507 

pseudo- membranous,  507 

suppurative,  507 

syphilitic,  508 

tuberculous,  507 
Enteroliths,  520 
Enteroptosis,  27 
Enzymes,  bacterial,  146 
Eosinophile  cells,  destruction  of  germs  by, 

125 
Ependyma,  cysts  of,  714 

method  of  hardening  of,  16 

tumors  of,  714 
Ependymitis,  acute,  711 

chronic,  712 
Epicardial  fibroid  nodules,  390 
Epididymitis,  653 
Epispadias,  649 
Epithelial  metaplasia,  94 

pearls  in  epithelioma,  318 
Epithelioma,  313 

giant-celled,  317 

gland-like,  316 

neuro-,  317 
Epithelium,  amitosis  in,  102 

formation  of,  in  healing  wounds,  119 

regeneration  of,  99,  101 
Epulis.  287 
Enwt  on  psammoma,  699 

ref.  on  chondroma,  296 
Erosions,  hemorrhagic,  of  stomach,  500 
Erysipelas,  185 

Erythrosin,  contrast  stain  in  NtisVs  meth- 
od, 770 
Emr  on  disturlwinces  of   pulmonary  cir- 
culation, 445 
Ether,  poisonous  effects  of,  327 
Eulenbury  on  Basedow  \s  disease,  ref.  832 
Emng,  ref.  on  blood  changes  in  diseases 

of  liver,  554;  on   ganglion  cells,  737; 

on   ganglion   cells  in   typhoid   fever. 

211;  on  lymphatic   constitution,  338; 

on  malarial  nephritis.  577;    on   toxic 

leucocytosis,  350 
Exanthemata  as  types  of  contagious  dis- 
eases, 167 
Exophthalmic  goitre,  332 
Exophthalmus,  332 
Exostoses,  297,  679 
Extra-uterine  pregnancy,  640 
Exudates,  disposal  of,  after  inflammation, 
112 

formation  of,  in  inflammation.  109 

inflammatory,  113 

inflammatory,  removal  of,  112 

in  suppurative  inflammation,  176 

methods  of  fixation  of,  54 

nature  of.  72 

significance  of.  in  inflammation,  126 
Exudative  inflammation,  108 
Eves,  method  of  removal  of,  at  autopsies, 
*16 

FtilkwHi  on  tumor  of  pineal  gland,  ref.  768 
Fallopian  tubes,  absence  of,  638 

tulM'S.  closure  of.  H38 

tubes,  cysts  of,  640 
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Fallopian  tubes,  dilatation  of,  638 

tulK-s,  fluid  in  hydrosalpinx,  638 

tubes,  fa'tus,  development  of,  in,  640 

tubes,  lnemorrhage  in,  638 

tubes,  inflammation  of  (see  Salpingi- 
tis), 639 

tubes,  inflammation,  syphilitic,  of,  639 

tubes,  inflammation,  tuberculous,  of, 
639 

tubes,  length  of.  36 

tubes,  malformations  of,  638 

tubes,  malpositions  of,  638 

tubes,  post-mortem  examination  of,  36 

tubes,  tumors  of,  639 
Famine  fever,  241 
Farcin  de  bceuf,  201 
Farcy,  195 

Far  tier  on  Basedow's  disease,  ref.  332 
Fat  crystals  in  degeneration.  80 

emboli.  354 

formation  of,  from  protoplasm,  80 

in   blood,  method  of  demonstrating, 
353 

in  necrotic  tissue,  90 

infiltration  of,  in  atrophied  muscle,  689 

necrosis,  92 

pericardial,  atrophy  of,  394 
Fatigue,  effect  of.  on  neurones,  739 
Fatty  degeneration,  80,  81 

infiltration,  80,  81 
Fchleimen,  streptococcus  of,  ref.  185 
Fenomenoilen  on  hydatid  nodes  of  placenta, 

ref.  628 
Fenmck  on  sarcoma  of  stomach,  ref.  501 
Ferment,  fibrin-forming,  112 

substances  formed  by  cells,  92 

substances  in  phagocytosis,  116 
Fermentation  and  micro-organisms  of,  ref. 
to  Jtirgrnmn,  156 

relation  of,  to  bacteria,  146 
Ferments,  bacterial.  146 
Fetzer  on  fibrinous  bronchitis,  ref.  446 
Fever,  catarrhal,  epidemic,  202 

famine.  241 

hospital.  247 

jail,  247 

Malta,  241 

puerperal.  180 

relapsing.  241 

scarlet.  250 

seven-dav.  241 

ship,  247 

spirillum,  241 

surgical.  180 

spotted.  247 

traumatic.  180 

typhoid.  203 

typhoid,  concurrent  infection  in.  212 

typhoid,  modes  of  infection.  213 

typhoid,  preventive  inoculation  in,  213 

tvphoid.  secondary  lesions,  210 

typhus.  247 

yellow.  248 
Fibrin,  action  of,  in  limiting  toxic  effects. 
126 

formation  of.  in  inflammation,  112 

in  blood  clots,  70 


Fibrin  in  thrombi.  73 
Fibrinogeuous  substance.  112 
Fibrinous  inflammation.  123 
Fibroblasts,  103,  118 
Fibrocarcinoma,  317 
Fibroma,  279 

intraeanalicular.  282.  644 

mixed,  280 

molluscum,  279 

o?dematous,  283 

of  appendix,  520 

of  bladder,  urinary.  597 

of  bone.  678 

of  brain.  764 

of  bronchi.  442 

of  dura  mater  cerebralis,  698 

of  dura  mater  spinalis,  709 

of  ependvma,  714 

of  Fallopian  tubes.  639 

of  gall  bladder  and  ducts,  561 

of  heart,  410 

of  intestine,  518 

of  joints.  685 

of  kidney,  590 

of  larynx.  432 

of  liver,  555 

of  lungs.  480 

of  lymph  -nodes.  370 

of  mamma,  643,  660 

of  mouth,  484 

of  muscle,  693 

of  oesophagus,  492 

of  ovaries,  631 

of  parotid,  528 

of  penis,  651 

of  pericardium,  390 

of  peritoneum.  524 

of  pharynx.  489 

of  pia  mater  cerebralis.  707 

of  pleura.  437 

of  scrotum.  651 

of  spinal  cord.  765 

of  spleen.  380 

of  stomach.  500 

of  submaxillary  gland.  528 

of  test  icles.  656 

of  tongue.  485 

of  vagina.  606 

of  vulva.  603 

pericanalicular,  of  mamma,  644 

polypoid.  280 
Fibro-myoma.  29X 
Fibro -myxoma.  2*2 
Fibro  sarcoma,  285 
Fibrosis.  122 

relation   of,  to   inflammation,  ref. 
A(fmui,  122 
Fibrous  tissue,  formation  of,  in  repair,  117 
Filamentous  bacteria,  142 
Filaria  in  bladder,  598 

in  kidney.  592 

in  lymph-nodes,  370 

medinensis,  137 

sanguinis  hominis,  138 

sanguinis  hominis  in  blood.  354 
Fi ndlf r,  on  specimen  of  hair  ball  of  stom 
ach.  ref.  503 
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Finkler  on  pneumonia,  rcf.  202 
Finkler  and  Prior,  Vibrio  protcus,  217 
Fischer  on   false  diverticula  of  intestine. 

ref.  504 
Fiwhl  on  fo?tal  infection,  ref.  166 
Fish  poisoning,  328 
Fistula?,  branchial,  486 
vesico- vaginal,  605 
Fitz  on  dilatation  of  colon,  ref.  505 
on  lesions  of  pancreas,  531 
on  pancreatic  cvsts,  533 
Fixation  of  special  forms  of  cells  in  fluids, 
membranes,  etc.,  54 
of  tissue  elements,  51 
of  tissues,  importance  of,  61 
rapid,  of  tissues,  51 
Flagella  of  bacteria,  140 

of  malarial  parasite,  256 
Flechrig  on  tabes,  ref.  749 
Fie  turning'*  osmic  acid  mixture,  formula 

and  uses  of,  53 
Fletcher  on  tuberculous  cavities  in  liver, 

ref.  553 
Flexner,  ref.  on  abrin  and  ricin  intoxica- 
tion, 178 
on  experimental  pancreatitis.  531 
on  fatty  degeneration  of  heart  muscle, 

401 
on   focal   lesion  in   liver  in  typhoid 

fever,  etc.,  209 
on  focal  necrosis,  179 
on  glioma  of  retina,  317 
on  lymphosarcoma.  360 
on  peritonitis,  523 
on  plague  pneumonia.  457 
on  syphilis  of  stomach,  498 
on  terminal  infection,  166 
on  toxalbumin  intoxication,  162 
on  tropical  dysentery,  512 
on  tuberculous  oesophagitis,  492 
on   typhoid    bacilli    in    endocarditis, 
213 
Flejrner  and  Anderson  on   B.    diphtheria? 

in  the  lungs,  ref.  237 
Flexner  and  Barker  on   bacteriology   of 

cerebrospinal  meningitis,  ref.  195 
Flockemann  on   pulmonary  syphilis,  ref. 

480 
Flukes,  130 
u Foamy"  liver,  557 

Focal  lesions  in  viscera  in  typhoid  fever, 
208,  209 
necrosis,  178 

necrosis  in  diphtheria,  236 
Freta!  infection,  165 

tissues,  preservation  of,  43 
Fcetus,  age,  general  characters,  and  size 
of,  at  different  ages.  39,  40 
maturity  of,  signs  of,  40 
syphilis  of  nervous  system  in,  763 
Food  poisoning,  161 
Ford  on  bacteriology  of  healthy  organs, 

ref.  159 
Formalin,  disinfectant  action  of,  145 

use  of,  in  fixation  of  tissue,  53 
Formative  stimulus  in  cells,  105 
stimulus  in  tumor  growth,  272 


Foulerton    on  pathogenic  blastomvcetes, 

ref.  156 
Fractures,  intra- uterine,  41 

post-mortem  appearauce  of,  8 
Fragmentation  of  heart  muscle,  402 
FYeeborn,  formula  of,  for  picro-acid  fuch- 

sin,  60 
Freeman,  ref.  on  fatty  liver  in  infants.  541 

on  milk  and  typhoid  fever,  213 

on  typhoid  fever  and  oysters,  213 

on  vaccination,  bibl.  250 
Freezing  method  for  sections,  51 

microtome,  use  of.  52 
Fresh  tissues,  methods  of  study,  51 
Frieberger  and  Frohner  on  animal   pathol- 
ogy, ref.  260 
FViedemann  on  tonsils  as  portals  of  entry, 

ref.  489 
Friedem<tnn  and  3faa*  on  extirpation  of 

the  hypophysis,  337 
Friedlftnder,  pneumo-bacillus  of,  189 
Freidreich  on  ataxia,  ref.  751 
Friedreich's  ataxia,  751 
Frog,  study  of  inflammation  in  mesentery 

of,  108 
Frozen  sections,  methods  for,  51 
Fuchsin.  use  of.  in  staining  tubercle  ba- 
cilli. 223 
Fuernt,  ref.  on  cell  regeneration,  273 

on  giant  cells,  116 
Fungi,  poisonous  effects  of,  326 
Fungi,  fission-,  140 

mould-,  140 

veast-,  140 
Fungus,  mould-,  156 

ray-,  200 
Furuncle,  176 

Gall  bladder,  calculi  of.  562 

bladder,  dilatation  of.  561 

bladder,  infection  of,  561 

bladder,  lesions  of  (see  Liver),  559 

bladder  perforation  in  typhoid  fever, 
210 

bladder,  tumors  of,  561 

ducts,  calculi  of,  562 

ducts,  lesions  of  (see  Liver),  559 

ducts,  tumors  of,  561 
Gamboge,  poisonous  effects  of,  325 
Gametes  of  malarial  parasite,  257 
Ganglia,  semilunar,  post-mortem  examina- 
tion of,  33 
Ganglion  cells,  changes  in  body  of,  from 
lesions  to  dendrites.  737 

cells,  chromatolysis  of,  737 

cells,  ehromatofvsis  of,  in  sunstroke, 
335 

cells,  mitosis  in.  99 

cells,  nature  and  structure  of  730 

cells,  iViW*  method  of  staining.  770 
Gangrene,  90 

after  cml>olism,  76 

diabetic,  334 

emphysematous.  244 

of  appendix,  517 

of  lung.  448 

of  mouth,  483 
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Gangrene  of  pancreas,  53 

of  vagina,  606 

of  vulva.  603 
Gaseous  phlegmon,  244 
Gastritis,  catarrhal,  495 

chronic,  495 

croupous.  496 

diphtheritic.  496 

exudative,  497 

membranous,  496 

phlegmonous,  497 

suppurative,  497 

syphilitic,  498 

toxic,  497 

tulierculous,  498 
Gastro  intestinal  canal  as  portal  of  entry 
for  micro-organism,  160 

canal  exterior  to  body  tissues,  159 
Gaylord  on  origin  of  fibrin,  etc. ,  ref .  434 
Gelatin  as  culture  medium,  152 
Gemmules  of  ganglion  cells,  732 
General  diseases,  331 

pathology,  63,  65 
Genito- urinary  organs,  post-mortem  exam- 
ination of,  34,  43 
Gentian  violet  iu  Gram's  stain,  150 
Germicidal  action  of  body  fluids,  125 

action  of  cells,  125 

action  of  tissues,  160 
Germicides,  145 
Germs,  140 
Gernlanos  on  dermoid   tumors  of  penis, 

ref.  651 
Giannetttmo  on  umbilical  tumors,  ref.  526 
Giant  cells  as  phagocytes,  116 

cells,  formation  of,  116 

cells,    formation  of,  in  amitotic  cell 
division.  98 

cells  in  tubercles,  219 
Giant -eel  led  sarcoma,  286 
Gigantoblasts.  347 

GUchrittt,  ref.  on  blastomvcetic  dermatitis. 
1 56 

on  fibroma  mollusoum.  280 

on  parasitic  excitants  of  tumors,  272 
Gill  clefts,  cysts  of,  486 
Gland  epithelium,  regeneration  of,  102 
Glanders.  195 

group  of  bacilli,  197 
Glioma.  297 

of  adrenals.  386 

of  brain.  764 

of  ependyma.  714 

of  spinal  cord,  766 
Glio-sarcoma.  286 
Gf<*rkn(i\  ref.  on  endothelioma.  295 

on  endothelioma  of  pleura.  437 
Glossitis.  485 
Glottis,  redema  of.  430 
Glucose,  use  of.  in  culture  media.  152 
Ghtf/i'x  corpuscles.  718,  729 
Glycerin,  avoidance  of.  as  a  fixative,  61 
Glycogen  infiltration,  N4 

stains  for.  *4 
Glycosuria.  334 
Goitre.  3s:; 

exophthalmic,  332 


Gonococeus,  192,  193,  194 

Gonorrhoea,  192 

Goodalt  on  tonsillitis,  ref.  488 

Gopjtert  on  pseudoleukemia,  ref.  361 

Gordinier  and  Lartigau  on  typhoid  pleu- 

ritis,  ref.  436 
Gottntein   on  micro-organisms  in  air.  ref. 

159 
Gout.  335 

joint  lesions  in,  684 
Graafian  follicles,  cysts  of,  636 

follicles,  haemorrhage  of,  629 
Graham    on  displacements  of  liver,   ref. 

534 
Gram's  method  of  staining  bacteria.  150 
Granular  degeneration,  79 
Granulation  tissue.  118 

tissue  in  wound  infection,  ref.  to  Afa~ 
nwurieff,  Cobbttt  and  AfeUoin.  andjikr- 
geluMi*,  160 
Granulations,  exuberant,  120 
Granuloma,  278 
Grass  bacillus,  229 
Grare*  disease.  332 

Gratritz  on  blood  examination,  ref.  352 
Gregarina\  129 
Griffith  on  aneurism  of  coronary  arteries, 

ref.  420 
Grippe,  see  influenza.  202 
Grober  on  pleural  infection,  ref.  486 
Guinea  worm.  137 
Gumma,  syphilitic.  232 
Gun-cotton,  use  of,  as  celloidin  in  embed- 
ding, 55 
Guthrie  on   tuberculosis  in  children,    ref. 

228 
Guy  and  Ferrier  on  forensic  medicine,  ref. 

48,  328 
Giryn  on  typhoid  bacilli  in  bile.  ref.  212 

Hemangioma.  303 

Hematin.  use  of.  in  hematoxylin  stain.  59 

I  hematocele,  653 

uterine.  610 
Hematogcnesis.  defective.  343.  344 
Hematoidin.  344 

in  blood  clots.  70 

in  pigment.  87 
Hematoma.  70 

of  pia  mater  ccrebralis.  706 
Hematoinetra,  607 
Hematoniyelia,  726 
Hematomyelopore,  727 
Henmtophilia.  71 

Iheniatoxvlin.  DtlafifUV*  formula  and  uses 
of. '59 

iron,  lrridtithaiii'M,  59 
Hemochromatosis.  S8 

Ha'moglobin.  decomposition  of,  87 
Hamoglobinemia,  343,  344 
Hemoglobinuria,  71,  344 
Hemolysis.  87.  344 

excessive.  343.  344 
Hemorrhage,  69 

conditions  favoring.  70 

from  (esophageal  varices  in  cirrhosis, 
550 
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Haemorrhage  in  adrenals.  385 

in  bladder,  595 

in  bone,  601 

in  brain,  722 

in  bronchi,  488 

in  dura  mater  cerebralis,  695 

in  dura  mater  spinalis.  709 

in  Fallopian  tubes,  638 

in  feetal  head  during  labor,  marks  of. 
41 

in  heart  valves.  397 

in  intestine,  506 

in  liver,  535 

in  lung.  445 

in  mamma,  64 

in  muscle,  692 

in  new-born,  71 

in  (esophagus,  490 

in  ovaries,  629 

in  pachymeningitis,  697 

in  pancreas.  531 

in  penis,  650 

in  pericardium,  387 

in  pia  mater  cerebralis,  700 

in  pia  mater  spinalis,  710 

in  pineal  gland,  768 

in  placenta,  627 

in  pleura,  433 

in  spinal  cord,  725 

in  stomach,  494 

in  thymus,  381 

in  uterus.  607,  609 

in  vulva,  602 

intermeningeal,  700 

intestinal,  in  typhoid  fever,  210 

removal  of  clot  after,  70 
Hemorrhagic  diathesis.  70,  71 

infarction,  70,  76 

inflammation.  128 

infection,  ref.  to  Honl,  337 

septicaemia,  243 
Ha?morrhoids.  423 

urethral,  601 
Hemosiderin,  87.  344 
Haffkine*  method  of  preventive  inocula- 
tion in  Asiatic  cholera,  216 

method  of   preventive  inoculation  in 
bulmnie  plague,  242 

method  of  preventive  inoculation  in 
typhoid  fever,  213 
Hair  balls  in  stomach,  503 
Hall  on  lesions  of  bronchial  lymph-nodes, 

ref.  443 
Halliburton '*  Text -book  of  Chemical  Phys- 
iology and  Pathology,  ref.  161 
Hamburger  on  lymph  formation,  ref.  71 
Hanging,  lesions  of.  45 

post-mortem  marks  of,  7 
Ha  use  iimn  on  tumors,  ref.  273 
Hardening  and  preservation  of  tissues,  51 

of  tissues,  agents  for,  52 
Hare,  medical   complications   of  typhoid 
fever,  ref.  213 

on  tumors  of  the  mediastinum.  481 
Ha  user  on  fibrin  formation,  ref.  112 
Hay  bacillus.  229 
Hayem*  solution  for  blood  fixation.  352 


Head,  post-mortem  examination  of.  9 
Healing  by  first  intention,  108 

by  second  intention,  120 

influence  of  cell  types  in.  99 

of  wounds.  1 16 

process  in  wounds,  variations  in,  119 
Heart,  abnormal  size  of,  398 

abscess,  embolic,  of,  403 

absence  of,  392 

aneurism  of,  897 

aneurism  of  coronary  arteries  of.  420 

atrophy  of,  394 

atrophy,  brown,  of,  394 

calcification  of,  402 

chorda?  tendineas  abnormal,  in,  392 

clots,  23,  898 

condition  of,  after  drowning.  47 

coronary  arteries,  examination  of.  24 

coronary  arteries,  thrombosis  of.  402 

degeneration,  albuminous,  of,  400 

degeneration,  amyloid,  of.  402 

degeneration,  fatty,  of,  400 

degeneration,  hyaline,  of,  402 

degeneration,  parenchymatous,  of.  400 

dilatation  of.  396 

displacements  of.  390.  893 

duplicate,  892 

emboli,  tumor  tissue  in,  400 

embolism,  infection  of,  403 

endocardium,  inflammatory  lesions  of 
(see  Endocarditis),  409 

examination,  post-mortem,  of,  22,  42 

fibrous  hyperplasia  of,  405 

fragmentation  of  muscle  of,  402 

hypertrophy  of.  395 

hypoplasia  of.  887.  8:38,  393 

in  infants,  lesions  of,  42 

in  infants,  weight  of,  42 

infarction  of,  404 

inflammation  of.  403 

inflammation,  endocardial  (see  Endo- 
carditis), 406 

inflammation  of  (sec1  Myocarditis),  4t'3 

interior  of,  post-mortem  examination 
of,  24 

malformations  of,  390 

malpositions  of,  390,  392 

method  of  removal  of,  from  body,  22, 
23 

necrosis,  embolic,  of.  404 

parasites  of,  410 

pericardial  lesions  (see  Pericardium), 
387 

polypi,  398 

position  of.  21.  22 

position  of  valves  and   openings  of, 
oo 

post-mortem  staining  of.  24 

preservation  of  tissue  of.  24 

reptilian.  391 

segmentation  of  muscle  of,  402 

septa,  abnormal,  392 

size  of  valvular  openings  of.  23 

syphilis  of,  406 

thrombi,  with  tumor  metastases.  400 

thrombosis  of,  898 

thrombus,  organized,  of.  399 
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Heart  thrombus,  tuberculous,  399 

transposition  of,  393 

tuberculosis  of,  406 

tumors  of.  410 

tumors  of.  pericardial,  390 

valves,  method  of  determining  eom- 
|>etency  of.  22 

valves  of.  fenestration  of,  392 

valves  of,  malformations  of,  392 

valvular  openings  of,  method  of  meas- 
uring. 23 

vegetations  on  endocardium.  406 

ventricles,  thickness  of  walls  of,  24 

uncovered  area  of.  22 

weight  of,  24 

weight  of.  in  hypertrophy,  395 

wounds  of.  393* 
Heart -valves,  fenestration  of.  396 
Heart- valves,  hemorrhage  in,  397 
Heat  exhaustion,  335 
Heidenhain'*  iron  hematoxylin.  59 
Heinz  on  origin  of  fibrin,  etc.,  ref.  434 
Hektoen  on  cardiac  abnormalities,  ref.  392 

on  giant  cells,  ref.  116 

on  pathogenic  blast omycetes.  158 

on  segmentation  and  fragmentation  of 
the  mvocardium.  402 
UekUftn  and  Her  rick  on  sarcoma  of  liver, 

ref.  556 
llelbing  on  rhabdomyoma,  ref.  300 
Held'*  contrast  stain  in  JYi**T*  method. 

ref.  770 
Hellebore,  poisonous  effects  of,  325 
Hepatic  vessels,  lesions  of,  537 
Hepatitis  (see  Cirrhosis),  544 

acute.  544 

chronic,  546 

exudative.  544 

interstitial.  546 

pur! i lent.  544 

syphilitic.  551 

tulxrculous.  552 
Hepatization  of  lungs,  450 
HrppHtnm  hermaphroditism,  ref.  649 
IhrdnuiH  and  lioyee  on  typhoid  fever  and 

oysters,  ref.  213 
Heredity,  importance  of.  in  cell  life,  66 

significance  of  mitosis  in,  97 
Hermaphrodites.  649 
Hermaphroditism.  649 
Hernia,  intestino  vaginal.  604 

of  brain,  715 

of  lung.  443 

of  ovary.  629 

of  urinary  bladder.  594 

of  uterus*  609 

vesieo  vaginal.  604 
Herpes  of  penis.  650 
lh*»  on  ciliated  cysts,  ref.  278 
Heterotopia,  cell,  as  predisposing  factor  hi 
tumors.  269 

falsi-,  of  spinal  cord.  717 

in  spinal  cord.  716 
Hintzt    and    [.>ih,ir*'h    on    elimination   of 

bacteria  in  secretions,  ref.  160 
Hiixt'h  on    >treptocoeeus  enteritidis.    ref. 
514 


Hi**  on  typhoid  and  colon  bacilli,  ref.  214 
Hi**  and  Atkiiartn  on  antitoxic  substances, 

ref.  171 
Hodenpyl.  ref.  on  al»sence  of  spleen.  371 

on  actinomycosis  in  lungs,  200 

on  anthracosis.  462 

on  appendicitis.  518 

on  primary  tuberculosis  of  pleura.  436 

on  tonsils,  ref.  488 
Hodenpyl'*  modification  of  Cu lien'* method 

for  frozen  sections.  52 
Hodgkin  '*  disease,  360 

disease,  lesion  of  lymph-nodes  in,  370 
Hoe n  on  lesions  of  the  uvula,  ref.  487.  691 
Hofmeier  on  the  human  placenta,  ref.  628 
Honl  on  hemorrhagic  infections,  ref.  337 
Hou*ell  on  malignant    tumors  of  tonsils, 

ref.  490 
Hospital  fever.  247 
Howard,  ref.  on  bacteriology  of  nose.  429 

on  extra-intestinal  lesion  induced  by 
the  typhoid  bacillus,  210 

on  hemorrhagic,  septicemia.  245 

on  pneumobacillus  of  Friedhlnder,  189 

statistics  of  cardiac  hypertrophy.  396 
Howard  and  H**/rer  on  tropical  abscess  of 

liver,  ref.  545 
Hotrthip*  lacune.  666 
Hueier  on  congenital  tumors  of  intestine, 

ref.  518 
Huguenin    on  the  excitant  of  smallpox, 

ref.  249 
Hnrdon   on  endothelioma  of  uterus,  ref. 

619 
Hyaline  degeneration,  86 

thrombi.  75 
Hydatid  moles  of  placenta,  628 
Hydatids.  132 

Hvdra.  regeneration  after  injury  in.  99 
Hydremia".  &43 
Hydrencephalocelc.  715 
Hydrocele.  652 
Hydrocephalus.  711 

acute,  705 

chronic,  712 

congenital.  713.  715 

externus.  715 

internal  chronic,  examination  and  re- 
moval of  brain  in  infants.  41 

primary,  in  adults.  714 

secondary.  713 
Hvdromcningocele.  715 
nvdrometra.  607 
Hvdromvelia.  716 
Hydronephrosis,  588 
Hydropericardium.  387 
Hydrophobia.  245 

artificial  immunity  in.  172 
Hydropic  degeneration.  84 

infiltration  of  muscle  wall.  691 
Hydropneumothorax.  433 
Hydrops  cvstidis  f  el  lee.  561 
Hvdrorrhachis.  716 
Hydrosalpinx.  038 
Hydrostatic  test  of  respiration  in  infanta 

42 
Hvdrothorax,  433 
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Hymeu,  malformations  of,  602 
Hyperemia,  69 

chronic,  relation  of  fibrous  hyperplasia 
to.  121 

of  bladder,  urinary,  595 

of  bones.  661 

of  brain.  721 

of  intestine,  5()6 

of  kidney.  565 

of  liver,  585 

of  lungs,  443 

of  ovaries,  629 

of  pia  mater  cerebralis,  7<M) 

of  spleen.  374 

of  uterus,  609 

of  vulva,  602 
Hyperostosis.  679 
Hyperplasia.  93 

endothelial,  of  spleen,  379 

fibrous,  of  heart,  405 

fibrous  tissue,  121 

in  relation  to  fibroma,  282 

of  adrenals.  386 

of  bronchial  mucous  membrane,  442 

of  lymph-nodes,  364 

of  lymphoid  tissue  in  liver,  554 

of  lymphoid  tissue  in  typhoid  fever, 
206 

of  pharynx,  488 

of  spleen,  375,  379 

of  spleen  in  leukaemia  and  pseudo-leu- 
kemia. 380 

of  thymus,  381 

of  thyroid,  383 

of  tongue,  485 

replacement,  122 

replacement,  fibrous,  in  muscle,  693 

replacement,    neuroglia,   in    nervous 
system,  740 
Hyperplastic  tuberculous  inflammation  of 

intestine.  515 
Hypertrophy,  93 

compensatory,  93.  99 

compensatory,  ref.  to  Aschoff,  106 

of  bladder,  urinary,  598 

of  blood-vessels,  4*10 

of  brain,  719 

of  heart,  395 

of  kidney,  564 

of  muscle,  689 

of  pineal  gland.  768 

of  prostate,  657 

of  thymus,  381 

of  tongue.  485 
Hyphe  of  moulds,  156 
Hyphomycetes,  140,  156 
Hypoleucocytosis,  850 
Hypophysis  cerebri,  lesions  of,  768 

extirpation  of,  ref.  to,  337 

relation  of,  to  acromegaly,  337 
Hypospadias,  649 

Ice-cream  poisoning,  328 
Ichoremia,  180 
Ichthyosis  of  mouth,  483 
Icterus,  pigment  in,  88 
Immunity,  164 


Immunity,  acquired.  169 

anti-microbic,  169 

antitoxic  methods  of  securing,  171 

artificial,  169 

artificial,  complex  nature  of,  173 

artificial,  in  diphtheria,  172,  238 

artificial,  in  smallpox,  172 

artificial,  methods  of  securing,  169 

cellular,  169 

definition  of,  168 

hereditary,  168 

hypotheses  concerning,  173 

modes  of  acquirement  of,  169 

natural,  166 

nature  of,  168 

toxic,  169 
Immunization,  artificial  and  natural,  169 

artificial,  hypotheses  concerning,  173 

complex  nature  of,  173 

specific,  172 
Incarceration  of  intestine,  504 
Indigo,  sulphate  of,  poisonous  action  of, 

321 
Infantile  spinal  paralysis,  755 
Infants,  autopsies  of,  methods  of,  89,  41 

change  in,  immediately  after  birth,  40 

new-born,  general  characters  and  size 
of,  40 
Infarction,  coagulation  necrosis  in,  91 

embolic,  75,  76 

hemorrhagic,  70,  76 

hemorrhagic  pulmonary,  445 

intestinal,  506 

of  heart,  404 

of  kidney,  565 

of  liver,  \538 

of  lung,  445 

of  muscle,  692 

of  placenta,  627 

of  spleen,  374 

white,  76 
Infection,  164 

concurrent,  165 

concurrent,  in  pulmonary  tuberculo- 
sis, 476 

concurrent,  in  tuberculosis,  228 

congenital,  165 

cooling  of  body  as  predisposing  to, 
ref.  Reineboih  and  Kohlhardt  and 
Kisskalt,  460 

forms  of,  165 

general  health,  relation  of,  to,  168 

granulation  tissue  in,  ref.  Afanameff, 
160 

hemorrhagic,  ref.  to  Honl  on.  387 

latent,  Adami,  ref.  160 

leucocytosis  in,  849 

mixed,  165 

mixed,  in  tuberculosis,  228 

nature  of,  164 

predisposition  to,  163 

proofs  of  relation  of  bacteria  to,  162 

puerperal,  180 

spleen,  role  of,  in,  ref.  876 

sub-,  Adami.  ref.  160 

terminal,  166 
Infectious  diseases,  164,  175 
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Infectious  diseases,  bibliography.  260 

diseases,  classification  of,  167.  174 

diseases,  communicability  of,  166 

diseases,  conditions  influencing  occur- 
rence of.  163 

diseases,  definition  of,  168 

diseases,   general   considerations  con- 
cerning, 174 

diseases  of  animals,  260 

diseases,  predisposition  to,  163 

diseases,  specific  nature  of,  174 

diseases,  suppurative,  175 
Infective  granulomata,  278 
Infiltration,  calcareous,  86 

fatty,  80.  81 

fatty,  of  heart,  402 

fatty,  of  liver,  540 

glycogen,  84 

serous,  84 
Inflammation.  107 

catarrhal,  123 

characterization  of,  126 

cicatricial  tissue  following,  119 

conditions  determining  phases  of,  122 

conservative  in  character,  124 

croupous,  coagulation  necrosis  in,  91 

definition  of,  127 

exudative,  108.  113,  120,  122 

exudative,  in  mesentery  of  frog,  109 

fibrinous,  123,  177 

following  injury   from   micro-organ- 
isms. 113 

formation  of  granulation  tissue  in,  118 

general  considerations,  107 

hemorrhagic.  123 

in  non- vascular  tissue,  108 

infectious.  113,  123 

interstitial,  121 

meaning  of.  124 

mucopurulent.  123 

mucous.  123 

necrotic,  123 

of  adrenals.  385 

of  appendix,  517 

of  arteries.  412 

of  bladder,  urinarv.  595 

of  bone,  663.  665  * 

of  brain.  751 

of  cecum.  515 

of  t'owper's  glands.  659 

of  dura  mater  cerebral  is.  696 

of  dura  mater  spinalis.  709 

of  Fallopian  tul>es.  639 

of  heart.  403 

of  intestine.  506 

of  intestine,  lanre,  510 

of  joints,  6*2 

of  kidney.  570 

of  liver.  544 

of  lung  (see  Pneumonitis).  449 

of  lymph-nodes.  3*>4 

of  mamma.  641 

of  mediastinum.  4*1 

of  muscle.  692 

of  nerves.  757 

of  <esophagus.  49*2 

of  ovaries.  629 


Inflammation  of  pancreas,  531 

of  parotid,  526 

of  penis,  650 

of  pericardium  (see  Pericarditis).  388 

of  periosteum.  663 

of  peritoneum.  521 

of  pharynx.  487 

of  pia  mater  cerebralis,  701 

of  pia  mater  spinalis,  710 

of  placenta.  627 

of  pleura.  433 

of  i>ortal  vein,  536 

of  prostate.  65H 

of  spinal  cord.  753 

of  spleen.  375 

of  stomach.  495 

of  testicle,  653 

of  thymus.  381 

of  thyroid,  383 

of  tongue.  485 

of  tonsils.  488 

of  urethra,  600 

of  uterus,  611 

of  vagina,  605 

of  vascular  tissue,  106 

of  veins,  423 

of  ventricles  of  brain.  711 

of  vulva,  602 

original  conception  of,  107 

phases  of  relationship  of.  123 

productive.  117,  122,  123 

pseudo- membranous.  186 

purulent,  123 

regenerative,  122 

relation  of  hyperplasia  to.  121 

relation  of  injur}'  and    degeneration 
to.  107 

relationship  of,  to  normal  processes, 
123 

repair  after,  bv  first  intention.  108 

reparative,  117.  122.  123 

reparative,  conservative  character  of, 
126 

reparative,  relation  of.  to  normal  proc- 
esses. 124 

resolution  in.  115 

serofibrinous,  177 

sero  purulent.  123 

serous,  123.  177 

significance  of.  123 

special  phases  of.  122 

suppurative.  123.  175.  176 

suppurative,   bacterial    excitants    of, 
176.  181.  1*7 

tuberculous.  217 

tuberculous,  diffuse.  221 

tuberculous,  focal.  218 

types  of.  108 
Inflammatory   exudates,  action,  conserva- 
tive, of.  26 

exudates,  disposal  of.  112 

exudates,  significance  of.  124 

fever.  180 
Influenza.  202 

bacillus  irroiip.  203 
Infusoria.  129 
Inhibition,  sudden  death  from.  50 
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Insane,  paresis,  general,  of,  759 
Insects,  139 

as  conveyors  of  micro-organisms.  160 

poisonous  bites  of,  327 
Insolation,  33.5 
Internal  secretions,  329 

secretions,  alterations  of,  in  Addison's 
disease,  333 

secretions,  nature  of,  in  thyroid,  331 
Intestinal  mycosis,  198 
Intestine  as  portal  of  entry  for  bacteria, 
ref.  523 

as  portal  of  entry  for  micro-organisms. 
160 

bacteria  of,  ref.  514 

bibliography  of  lesions  of,  ref.  Tftorel, 
520 

cloaca*  of,  504 

concretions  of.  520 

congestion  of,  506 

degeneration,  amyloid,  in,  506 

discoloration,  post-mortem,  of.  30 

diverticula  of,  503 

embolism  and   thrombosis  of  vessels 
of,  506 

examination,  post-mortem,  of,  30,  43 

haemorrhage  of,  506 

hyperemia  of,  506 

incarceration  of,  504 

infarctions  of,  506 

inflammation  of,  506,  510 

inflammation,  tuberculous,  of,  507,  515 

intussusception  of,  505 

large,  inflammation  of  (see  Colitis),  510 

large,  lesions  of,  510 

large,  ulcere  of,  512,  513,  515 

lesions  of,  in  Asiatic  cholera,  215 

lesions  of,  in  infants,  43 

lesions  of,  in  typhoid  fever,  204 

malformations  of,  503 

opening  of,  at  autopsies,  30 

parasites  of,  520 

pigmentation  of,  after  typhoid  fever, 
205 

position  of,  20 

post-mortem  changes  in,  20,  80 

preservation  of,  31 

removal  of,  at  autopsy,  30 

rupture  of,  505 

small,  anthrax  of,  508 

small,  inflammation  of  (see  Enteritis). 
506 

small,  inflammation,  syphilitic,  of,  508 

small,  inflammation,  tuberculous,  of, 
507 

small,  ulcers  of.  508 

strangulation  of,  504 

stricture  of,  506 

transposition  of,  503 

tuberculosis,  hyperplastic,  of,  515 

tumors  of.  518 

ulceration  of,  in  typhoid  fever.  206 

wounds  of.  505 
Intoxication,  bacterial,  161 

nature  of,  164 
Intranuclear  network,  changes  of,  in  cell 
division,  95 


Intussusception  of  intestine,  505 
Involution  forms  of  bacteria,  141 
Iodine  test  for  amyloid  degeneration.  28, 
83 
use  of,  in  removal  of  sublimate  from 
tissues,  54 
Iron,  detection  of,  in  pigment,  87 

haematoxvlin,  lleidenhain's,  59 
Itch  insect,  lS9 

Jaeobwn  on  hair  balls  in  stomach,  ref.  503 

Jacobsthal  on  scurvy,  ref.  336 

Jail  fever,  247 

Jakointki  on  micro-organisms  in  thrombi, 

ref.  73 
Jalap,  poisonous  effects  of,  325 
Janoirski   on  suppurative    inflammation, 

ref.  178 
Jaundice,  pigment  in,  88 
Jenner's  stain  for  blood,  353 
Joints,  degenerations  iu,  682 
false,  663 

inflammation  of  (see  Arthritis),  682 
inflammation,  tuberculous,  of,  684 
loose  bodies  in,  685 
suppuration  of,  682 
tuberculous,  684 
tumors  of,  685 
Jordan  on  osteomj'elitis,  ref.  670 
Jores  on  elastic  tissue  in  arteriosclerosis, 

ref.  413 
Jtirgenmn  on  micro-organisms  and  fermen- 
tation, ref.  156 
Josserand  and  Bonnet  on  myocarditis  with 

ulcerative  endocarditis,  ref.  403 
Jiirgelunas  on  granulation  tissue  and  in- 
fection, ref.  160 

Kalble  on  bacteria  in  lymph -nodes,  ref. 

362 
Karyokinesis,  95.  97 
Karyolysis,  90 
Karyomitosis,  97 
Karyorrhexis,  90 
Kedrotrnky    on    emphysematous    cystitis, 

ref.  596 
Keen  on  surgical  complications  of  typhoid 

fever,  ref.  213 
Kelly,  ref.  on  renal  tumors,  592 

on  tumors  of  appendix,  520 
Kelynack   on  appendix   vermiformis,  ref. 
518 

on  renal  growths,  592 
Kidney,  abscess  of,  571 

absence  of.  564 

albuminuria,  566 

anaemia  of,  565 

atrophied,  582 

calcification.  570,  586 

calculi  in.  590 

casts  in.  566 

congestion  of  (see  Hvpenemia).  565 

cvsts  of.  589 

•  

degeneration,  acute,  of  (see  Degenera- 
tion, Albuminous).  567 
degeneration,  albuminous,  in,  567 
degeneration,  amyloid,  569 
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Kidney,  degeneration,  fatty,  568 
degeneration,  glycogen,  569 
degeneration,     parenchymatous    (see 

Degeneration,  Albuminous),  567 
displacement  of,  564 
elimination  of  bacteria  by,  577 
embolism  in,  565.  571 
enteroptosis  of,  27 

examination,  post-mortem,  of,  27,  42 
glomeruli,  development  of,  ref.  Hom- 
ing, 572 
granular,  582 

hardening  and  preservation  of,  28 
horseshoe,  564 
hydronephrosis,  588 
hypera»mia  of,  565 
hypertrophy  of,  564 
in  infants,  lesions  of,  43 
infarction  of,  565 

inflammation  of  (see  Nephritis),  570 
inflammation,  syphilitic,  of,  587 
inflammation,  tuberculous,  of,  586 
large  red,  582 
large  white,  581 
malformations  of,  564 
movable,  564 
parasites  of,  592 
pelvis,  lesions  of,  587 
perinephritic  inflammation,  588 
Plasmodium  malaria?  in,  577 
post-mortem  appearance  of,  27 
regeneration  of  epithelium  of,  ref.  to 

Thorel,  565  , 
thrombosis  of,  565 
tuberculosis  of,  586 
tumors  of,  590 

tumors,  bibliography  of,  ref.  592 
ureter,  lesions  of,  587 
wandering,  564 
weight  of,  in  infants.  27,  42 
Kinnicutt  on  phlegmonous  gastritis,  ref. 

497 
KiHskttlt  on  cooling  as  predisposing  to  in- 
fection, ref.  460 
Kitaxato  and    Yertdn   on   the  bacillus  of 

bubonic  plague,  242 
Kiel*  on  malformations  of  generative  or- 
gans, ref.  649 
Klippcl  and   Lrfft*  on  lesions  of  pancreas, 

ref.  532 
Klipntein  on  experimental  pneumonia,  ref. 

459 
Knox  on  supra -arterial  epicardial  fibroid 

nodules,  ref.  390 
Koch,  discovery  of  bacillus  of  tuberculosis, 

ref.  229 
Koch%*  method  of  bacterial  culture  in  solid 

media,  ref.  151 
Koplik    on    the    excitant    (if    whooping- 
cough,  ref.  251 
Koplik  <ind    Von  Arsdole  on  osteomyelitis 

in  childhood,  ref.  670 
Kdlar  on  tuberculous  heart  thrombus,  399 
KroMjtfrht  r  on  epithelioma,  ref.  316 
Krns(\  ref.  on  groups  of  bacilli.  190 

on    groups  of   bacterial  disease  exci- 
tants, 175 


Krutte  on  protozoa,  128 
Kruse  and  Paxquale,  ref.  on  bacterial  exci- 
tants of  colitis,  514 
on  infective  embolism  in  liver,  546 
K&hnau  on  bacteria  in  blood,  ref.  354 

Labia,  haemorrhage  in,  602 

oedema  of,  602 

tumors  of,  603 

veins,  varicose,  in,  602 
Lachner-Sandoval  on  streptothrix,  ref.  201 
Landry's  paralysis,  756 
Lang  and   Ullmann's  resume  of  syphilis, 

ref.  233 
Lang's  solution  of  mercuric  chloride  for 

fixation,  formula  and  uses  of,  54 
Langerhait*,  islands  of,  lesions  of,  in  dia- 
betes, 530 
Lang  man  on  snake  venom,  ref.  327 
Lardaccous  degeneration,  82 
Lartigait,  ref.  on  bacteriology  of  angina, 
488 

on  concurrent  infection  in  pulmonary 
tuberculosis,  bibliography,  477 

on  gonococcal  endocarditis,  407 

on  31.  tetragenus,  189 

on  pyocyaneous  dysentery,  512 

on  typhoid  bacilli  in  foptus,  212 

on  typhoid  fever  without  character- 
istic lesions,  212 

on  uterine    involvement  in    typhoid 
fever,  211 

on  variations  in  virulence  of  tubercle 
bacilli,  368 

summary  of  tuberculosis,  230 
Larvae  of  reptiles  and  insects,  reproduction 

of  lost  parts  in,  99 
Laryngitis,  430 

catarrhal,  acute,  430 

catarrhal,  chronic,  431 

croupous,  431 

phlegmonous.  431 

suppurative,  431 

syphilitic,  432 

tuberculous,  431 
Larynx,  examination  of,  in  infants,  42 

foreign  bodies  in  (see  Suffocation),  44 

inflammation  of,  430 

malformations  of,  430 

post-mortem  examination  and  preser- 
vation of,  26 

tumors  of.  432 
Lead,  poisonous  effects  of.  325 
Learning,  suggestion  of  staining  for  pho- 
tography. 59 
l^e  Count  on  lymphoma,  ref.  370 
/>*,  Micromotist's  Vade  31ecum.  ref.  51 
leiomyoma.  298 

Idith  on  phlegmonous  gastritis,  ref.  497 
Ijtmhk*  on  intestinal  bacteria,  ref.  514 
Leojxdd  and  Levi  on  aspergillus,  ref.  156 
Lepra.  230 

aiuvsthetica,  764 

bacillus.  231 

bacillus,     to    differentiate,    from     B. 
tuberculosis,  225 
Leprosy,  230 
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Leprosy,  nerve  lesions  in,  764 
Leptomeningitis  (see  Meningitis),  701 
Leptothrix,  142,  143,  201,  485,  609 
Iawi'.  Atlas  of  Poison  Lesions,  ref.  328 
Leucin  in  necrotic  tissue,  90 
Leucocytes  as  phagocytes,  116 

changes  of,  347 

degeneration,  fatty,  of,  351 

destruction  of  bacteria  by,  125 

emigration  of,  70 

emigration  of,  in  inflammation,  109 

eosinophile.  348 

formation  of,  105 

forms  of,  in  suppuration,  177 

in  forming  abscess,  114 

in  granulation  tissue,  119 

in  leukaemia,  359 

in  suppuration,  176 

mononuclear,  348 

number  of,  in  blood,  348 

phagocytic  forms  of,  125 

polynuclear  neutrophile,  348 

transitional,  348 
Leucocythtemia.  358 
Leucocytolysis,  351 
Leucocytosis,  348 

cachectic,  350 

hypo-,  349,  350 

in  infectious  diseases,  349 

mixed,  350 

pathological,  349 

physiological,  349 

pofy nuclear,  349 

polynuclear  eosinophile,  350 

relation  of,  to  infection,  349 

toxic.  349,  350 
LeucomaYns,  146 
Leucoplakia  buccalis,  483 
Leukaemia,  358 

bone  changes  in,  677 

liver  lesions  in,  554 

lymphatic.  358,  359 

lymph-nodes,  lesions  in,  369 

myelogenous,  chronic,  359 

pseudo-,  360 

splenic,  lesions  of,  380 
Lerioxi  pneumococcus  meningitis,  ref.  195 
Leicin  on  poisons,  ref.  328 
Libman  on  sarcoma  of  intestine,  ref.  519 
Lightning,  death  from,  48 
Lip,  hare-,  482 
Lipiemia.  353 
Lipoma,  295 

in  muscle,  693 

of  appendix,  520 

of  brain,  764 

of  bronchi,  442 

of  dura  mater  cerebralis,  698 

of  dura  mater  spinalis,  709 

of  ependyma,  714 

of  Fallopian  tubes,  639 

of  heart,  410 

of  intestine,  518 

of  joints,  685 

of  kidney,  590 

of  larynx,  432 

of  liver,  555 


Lipoma  of  mouth,  484 

of  oesophagus,  492 

of  penis.  651 

of  peritoneum,  524 

of  pia  mater  cerebralis,  707 

of  scrotum,  651 

of  spinal  cord,  765 

of  stomach,  500 

of  testicles,  656 

of  tongue,  485 

of  vulva.  604 
Li**atnr  on  tabes,  ref.  748 
Litmus,  use  of,  in  culture  media,  152 
Litten  on  embolism,  ref.  76 
Liver,  abscess  of,  544 

abscess,  amoebic,  545 

abscess,  embolic,  114 

abscess,  excitants  of,  545 

abscess,  large,  of,  544 

abscess,  metastatic,  545 

abscess,  tropical,  544 

abscesses,  multiple,  545,  560 

accessory,  534 

anaemia  of,  535 

atrophy,  acute  yellow,  of,  539 

bile  ducts,  constriction  of,  561 

bile  ducts,  dilatation  of,  561 

bile  ducts,  occlusion  of,  561 

bile  ducts,  lesions  of.  559 

biliary  passages,  lesions  of,  559 

calcification  of,  544 

calculi,  562 

cavities,  tuberculous,  in,  553 

cholangitis,  559 

cholecystitis,  559 

cirrhosis  (see  Hepatitis),  544,  546 

cirrhosis  anthracotiea,  ref.  Welch,  551 

cirrhosis  atrophic,  546 

cirrhosis,    experimental    of,    ref.    ron 
lleukelom,  551 

cirrhosis,  haemachromatosis  in,  88 

cirrhosis,  haemorrhage  from  oesopha- 
geal varices  in,  550 

cirrhosis,  hypertrophic,  550 

cirrhosis,   relation  of  subinfection  to, 
ref.  Ada  mi,  551 

congestion  of  (see  Hypcraemia),  535 

cysts  of,  555,  556 

cvsts  of,  with  renal  cvsts,  589 

degeneration,  albuminous,  of,  539 

degeneration,  amyloid,  of,  542 

degeneration,  fatty,  of,  541 

degeneration,  glycogen,  of,  543 

degeneration,  parenchymatous,  539 

destruction  of  micro  organisms  in,  160 

discoloration,  post-mortem,  of,  38 

displacements  of,  534 

effect  of  tight  lacing  on,  32 

emboli,  infection  of,  545 

embolic  abscess  in,  113 

embolic  infarctions  in,  77 

enteroptosis  of,  27 

examination,  post-mortem,  of,  32,  43 

"foamy,"  243,  557 

furrows  in.  32 

gall  bladder,  dilatation  of,  561 

gall  bladder,  inflammation  of,  559 
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Liver,  gall  ducts,  inflammation  of,  559 

gall  ducts,  lesions  of,  559 

gas  cysts  in.  243 

germicidal  action  of,  ref.  Adami,  551 

grooves  in,  32 

gummata  of.  552 

haemorrhage  of,  535 

hardening  specimens  of.  33 

"hob  nail."  547 

holes  in,  557 

hypenemia  of,  535 

infarctions  in,  77,  538 

infiltration,  fatty,  of,  540 

inflammation  of  (see  Hepatitis),  544 

inflammation  of,  sj'philitic.  551 

inflammation  of,  tuberculous,  552 

lymphoid  tissue  of,  hyperplasia  of.  554 

malformations  of,  534 

necrosis,  from  bacteria,  113 

"nutmeg,"  530 

parasites  of.  557 

perihepatitis,  553 

pigment  in,  88,  543 

position  of,  20 

regeneration  of,  102 

removal  from  body  at  autopsj',  32 

rupture  of,  5135 

size  of,  32 

syphilis  of.  551 

tuberculosis  of,  552 

tumors  of,  554 

vein,  hepatic,  lesions  of,  538 

vessels  of,  lesions  of,  587 

weight  of,  32,  43 

wounds  of,  535 
Livingood  on  sarcoma  of  oesophagus,  ref. 

492 
Lobelia  inflata,  poisonous  effects  of,  328 
Tjochte  and  Sultan  on   hyperplasia  of 

thymus,  ref.  381 
Lockjaw.  239 
Locomotor  ataxia,  745 

ataxia,  excitants  of,  749 
[jifflcr*  bacillus  of  diphtheria.  235 

methvlene  blue  solution,  151 
Trtomi*  on  cardiac  syphilis,  ref.  406 
Louse.  139 

Ij«w  on  appendicitis,  ref.  518 
Ixnrit  on  hvpoleueocvtosis,  ref.  350 
Lnbarsrh.  ref.  on  classification  of  tumors. 
270 

on  adrenals,  333 

on  branching  forms  of  B.  tuberculosis, 

on  endothelioma,  295 
on  fecial  infection,  166 
on  parenchyma  cell  emboli,  ref.  75 
on  tumors,  ref.  273 
on  tumors,  summary  of.  ref.  319 
Lungs.  438 

abscess  of.  457 
absence  of.  443 
accessory.  443 
an.Tinia  of.  443 
anthracosis  of.  462 

as   portals  of   entry  for  micro-organ 
isms,  449 


Lungs,  asphyxia,  lesions  in,  44 

atelectasis  of,  446 

bacteria  in,  ref.  Bero,  459 

broncho- pneumonia  of.  455 

broncho-pneumonia,  tutwrculous.  408 

brown  induration  of,  444 

cam i fled,  446 

circulatory  disturbances  in,  443 

circulatory  disturbances  in,  ref.  Enter, 
445 

condition  of,  after  drowning,  47 

congestion,  chronic,  of.  444 

congestion,  hypostatic,  of,  444,  458 

congestion  of  (see  Hypeneinia),  443 

diphtheria  bacilli  in,  237 

embolism  in,  445 

emphysema  of,  447 

examination,  post-mortem,  of.  25.  42 

gangrene  of,  448 

hemorrhage,  445 

hepatization  of,  450 

hernia  of,  443 

hydrostatic  test  of  respiration,  42 

hypenemia  of  lungs.  443 

induration,  brown,  of,  444 

infarction  of,  445 

inflammation  of  (see  Pneumonitis),  449 

inflammation  of.  tuberculous.  462 

inflammation,  syphilitic,  of,  479 

injection  of  blood-vessels  of.  26 

injuries  of,  443 

lesions  of,  in  infants,  42 

lobules  of,  ref.  Councilman,  449 

lymphatics  of,  ref.  Miller,  449 

malformations  of,  443 

oedema  of,  445 

perforations  of.  443 

phthisis,  471 

pigmentation  of.  88,  461 

pneumonokoniosis,  462 

portals   of   infection  in.    ref.    Orofkr, 
460 

post-mortem  changes  in.  25 

preservation  of,  25 

protective  mechanism  of.  449 

removal  of.  at  autopsy.  25 

respiration,  marks  of,  in  infants.  42 

sclerosis  of.  462 

streptothrix    in  broncho  -  pneumonia. 
201 

structural  peculiarities  of.  449 

syphilis  of.  479 

thrombosis  in.  445 

transposition  of,  443 

tuberculosis,  focal,  of,  464 

tuberculosis,  miliary,  acute,  of.  464 

tuberculosis,  miliary,  chronic,  of.  467 

tuberculosis,  miliary,  healed,  of,  467 

tuberculous  cavities,  formation  of.  in, 
474 

tumors  of.  480 
Lupus.  229 

Lustgarten.  bacillus  of.  232 
Lymphadenitis.  364  (see  Lymph-nodes) 

tuberculous,  generalized,  368 
Lymphadeiioma  of  mediastinum.  481 
Lymphangioma.  304.  426.  556 
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Lymphangitis,  426 

infective,  426 

syphilitic,  427 

tuberculous,  427 
Lymphatic  constitution,  337 

constitution  and  sudden  death,  50 

tissue,  362 
Lymph  follicles,  362  (see  Lymph  nodules) 
Lymph  formation,  ref.  to  Hamburger  on, 

71 
Lymph-glands,  362  (see  Lymph-nodes) 
Lymph-nodes,  362 

as  bacterial  filters,  160 

anthracosis  of,  363 

atrophy  of,  362 

bacteria  in,  ref.  Kalble,  362 

bronchial,  lesions  of,  442 

bronchial,  tuberculosis  of,  228 

cervical,   tuberculosis  of,  ref.  Dwrd, 
367 

character,  general,  of,  362 

degeneration,  amyloid,  363 

degeneration,  hyaline,  363 

generalized  tuberculous  involvement 
of,  368 

irermicidal  action  of,  ref.  to  Manfredi, 
160 

Hodgkin's  disease,  lesions  of,  in,  370 

hyperplasia  of,  369 

hyperplasia,  acute,  of,  364 

hyperplasia,  chronic,  of,  365 

in  leukiemia.  369 

in  lymphatic  constitution,  338 

in  pseudo-leuka?mia,  370 

inflammation  of,  364 

inflammation,  chronic,  of,  365 

inflammation,  interstitial  of,  367 

inflammation,  suppurative,  of,  365 

inflammation,  syphilitic,  of,  868 

inflammation,  tuberculous,  of,  366 

mesenteric  lesions  of,  in  typhoid  fever, 
208 

parasites  in,  370 

pigmentation  of,  89,  363 

scrofula,  367 

significance  of,  362 

tracheal,  lesions  of,  442 

tuberculosis  of,  366 

tumors  of,  370 
Lymph -nodules.  362 

of  larynx,  etc.,  ref.  Dobrowolski,  485 
Lymphocytes,  347 

role  of,  in  granulation  tissue,  119 
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Malignant  oedema,  244 
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Malformations  of  trachea,  430 
of  urethra,  599 
of  uterus,  606 
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Mamma,  abscess  of.  641 
absence  of,  641 
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supernumerary,  641 
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743 
Marehi' 8  method  of  hardening  and  staining 

nerve  tissue,  16,  769 
Marehiafam  and  Bignami  on  malaria,  ref. 
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bone-,  changes  of,  in  leukaemia,  359, 

677 
bone-,  hyperplasia  of.  in  anaemia,  344 
Martin  and  Hennie  on  cardiac  thrombosis, 

399 
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Measles.  251 


Meckel's  diverticula,  504 
Mediastinitis,  481 
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tumors  of.  481 
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Meltzer,   ref.    on    physiological   struggles 
against  Iwcteria,  160 
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on  epithelial  metaplasia,  ref.  94 
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exudative.  701 
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suppurative,  702 

syphilitic,  705 
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ref.  124 
MeyiurC*  method  of  opening  brain,  14 
Microbes  (see  Micro-organisms),  140 
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Mother  marks,  303 
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Mouth,  bacteria  of,  485 
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micro-organisms  of,  485 
tumors  of,  484 
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Cor  nil  and  Car  not,  101 
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Midler'*  fluid,  formula  and  uses  of,  53 
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Muscle  tissue,  regeneration  of,  100 
voluntary,  abscess  of,  692 
voluntary,  atrophy  of,  687 
voluntary,  bone  formation  in.  693 
voluntary,  calcification  of,  691 
voluntary,  degenerations  of,  690 
voluntary,  eml>olism  in,  692 
voluntary,  hemorrhage  of,  692 
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693 
voluntarj\  hypertrophy  of.  689 
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689 
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Mycosis  pharyngis,  486 
Mycotic  endocarditis,  407 
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central,  754 

chronic,  758,  760 

chronic  disseminated,  760 

chronic  transverse,  760 

parenchymatous,  753 

peripheral,  754 

transverse,  754 

unilateral,  754 
Myelocytes.  350 
Myeloma  of  bone,  681 
Myocarditis,  403 

acute,  403 

chronic,  404 

gonorrheal,  ref.   Councilman,  403 

infective,  403 

infective,  excitants  of,  404 

interstitial,  acute,  403 

interstitial,  chronic,  404 

suppurative,  403 

syphilitic,  406 

tuberculous,  406 
Myocardium,  fragmentation  of,  402 

segmentation  of,  402 
Myoma.  298 

hevicellulare,  298 

of  appendix,  520 

of  Fallopian  tubes,  639 

of  heart,  410 

of  intestine,  518 

of  kidney,  590 

of  (esophagus,  492 

of  ovaries,  632 

of  stomach,  501 

of  testicles,  656 

of  uterus,  617 

of  vagina,  606 

of  veins.  425 

of  vulva,  6<H 

striocel lu lure,  299 
Myomalacia.  404 
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of  veins.  425 
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exudative.  692 

interstitial,  692 

ossificans,  693 

suppurative.  692 
Myxedema.  331 
Myxoma.  282 

of  bone.  679 

of  brain.  764 

of  dura  mater  spinalis,  709 

of  heart,  410 

of  larynx.  432 

of  liver,  556 

of  lymph-nodes.  370 

of  mamma.  644 

of  mamma,  male,  660 

of  muscle,  voluntary,  693 

of  parotid.  528 

of  submaxillary  gland.  528 
Myxo-sarcoma  of  nerves.  767 
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thelioma. 316 
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Neck  in  strangulation,  marks  of  cord,  etc., 

on,  45 
Necrosis,  89 

coagulation,  90,  220 

coagulation,  in  diphtheria,  235 

fat,  92.  530 

focal,  90,  178,  236 

from  action  of  tubercle  bacilli.  220 

from  bacteria  in  liver,  113 

of  bone,  672 

of  heart,  403,  404 

of  muscle,  687 

relation  of,  to  inflammation.  122 

tuberculous,  220 
Necrotic  inflammation.  123 

tissues,  disposal  of,  92 
Neither  and  Schaffer  on  the  gonococcus. 

ref.  194 
Nematoda,  134 
Nephritis,  arteriosclerosis  in,  585 

atrophic,  582 

classification  of,  570 

diffuse  acute,  572 

diffuse  acute,  excitants  of,  576 

diffuse  acute,  exudative  type.  575 

diffuse  acute,  glomerular  "type,  575 

diffuse  acute,  interstitial  type.  575 

diffuse    acute,   lesions  of    glomeruli, 
572 

diffuse  acute,  lesions  of  interstitial  tis- 
sue, 574 

diffuse  acute,  lesions  of  tubules.  573 

diffuse  acute,  parenchymatous  type, 
575 

diffuse  acute,  persistent,  577 

diffuse  acute,  productive  type,  575 

diffuse'  acute,  variations  in  type,  575 

diffuse  chronic,  excitants  of.  585 

diffuse  chronic,  following  acute.  577 

diffuse    chronic,    general     considera- 
tions, 578 

diffuse1  chronic,  indurative  type,  582 

diffuse  chronic,  interstitial  type.  582 

diffuse  chronic,  parenchymatous  type. 
580 

diffuse  chronic,  variations  in  tvpeof. 
583 

diffuse,  degenerative  type,  575 

diffuse,  hemorrhagic  type,  575 

general  considerations  of,  570 

glomerulo-.  573.  575 

indurative.  582 

interstitial,  582 

malarial,  577 

obliterating  endarteritis  in,  585 

parenchymatous,  580 

pyelo-,  587 

suppurative,  571 

suppurative,  excitants  of,  571 

syphilitic.  587 

tuberculous.  586 
Nephroma,  hyper  .  276 
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Nerve  tissue.  Marchi's  method  of  harden- 
ing of,  16 

tissue,  methods  of  study.  769 

tissue,  regeneration  of,  99 

tissue,    replacement     hyperplasia    in, 
740 
Nerves,  action  of  poisons  on,  757 

degeneration  of.  735 

degeneration  of  (see  Multiple  Neuri- 
tis), 757 

degeneration  of  systems  of.  740 

inflammation,  chronic,  of.  761 

inflammation  of  (see  Neuritis),  757 

injuries  to,  718 

leprous  inflammation  of,  764 

methods  of  hardening  of.  19 

method  of  study  of.  769 

peripheral   degeneration   of,  in  tabes, 
749 

regeneration  of.  100,  740 

sympathetic,  changes  of,  in  Addison's 
disease,  332 

tumors  of,  767 
Nervous  system,  695 

system,  artefacts  of,  17 

system,  inflammation,  tuberculous,  of, 
76a 

system,  methods  of  microscopic  study, 
769 

system,  neurone  theory  of,  730 
Netter,  ref.  on  excitants  of  empyema,  436 

on  excitants  of  pleuritis,  435 

on  plague,  243 
Neuritis,  757 

chronic  interstitial,  761 

multiple,  757 
Neuroglia,  nature  and  structure  of,  733 

regeneration  of,  100 

relationships  of,  274 
Neuroglioma  ganglionare  of  brain,  764 
Neuroma,  300 

amyelinic,  300 

false,  300,  301 

false,  of  nerves,  767 

fibrillar,  300 

ganglionic.  300 

multiple,  300 

myelinic,  300 

of  adrenals,  386 

of  liver,  555 

of  nerves,  767 

plexiform,  300 
Neurone,  changes  in,  from  action  of  tox- 
ms,  au 

changes  in.  from  injury  to  one  of  its 
parts,  735 

changes  in,  from  interference  with  its 
nutrition,  737 

chromatolysis  in,  736,  738 

degeneration.  735 

degeneration,  primary,  of,  744 

degeneration,  secondary,  of,  741 

degeneration,  systemic,  740 

effect  of  fatigue  on,  739 

nature  and  structure  of,  730 

systems.  740 
Neurones,  corticospinal  motor,  741 

51 


Neurones,  motor,  corticospinal  degenera- 
tion of.  744 
motor,  peripheral    and  cor  tiro-spinal 

degeneration  of.  745 
motor,  peripheral  degeneration  of,  744 
peripheral  motor.  740 
sensory,  afferent,  741 
sensory,   peripheral  degeneration  of, 
745 " 
New-born,  autopsies  of,  the  internal  ex- 
amination. 41 
general  characters  of,  40 
hemorrhage  in,  71 
yemmiH  on  ^malignant  tumors  of  tonsils, 

ref.  490 
Xetrton  on  rupture  of  the  heart,  ref.  393 
Xicfiol*,  ref.  on  ganglion  cells  in  typhoid 
fever,    211 
on  transplantation  of  tumors.  267 
XikiforojT*  method  for  blood  fixation.  352 
Nipple,  inflammation  of,  641 
Nissl  bodies.  731 

A7n*T«  method  of  staining  nerve  tissue.  770 
Nitro-bcnzole.  poisonous  effects  of.  326 
Xocard  and  lAclainche  on  infectious  dis- 
eases of  animals,  ref.  260 
Noelet  on  staining  of  malarial  blood,  ref. 

260 
Noma  of  mouth,  483 

of  vulva,  603 
Normoblasts,  344 
Xorris  and  Larkin  on  streptothrix.  ref.  201 

on  streptothrix  pneumonia,  ref.  458 
Sorthrnp  on  tuberculous  bronchial  lymph- 
nodes,  ref.  368 
Xorthrup  and  Cmndall  on  scurvy,  ref.  886 
Norton  on  persistent  thymus  and  sudden 

death,  ref.  381 
Nose,  429 

inflammation  of,  429 
syphilis  of,  429 
tuberculosis  of,  429 
tumors  of,  429 
Noyes  on  accessor}'  adrenals  in  liver,  ref. 

385 
Ruck,  canal  of,  cysts  of,  604 
Nucleinic  acid,  relation  of,  to  gennicidal 

substances,  125 
Nucleolus,  disappearance  of,  in  cell  divi- 
sion, 95 
Nucleus  of  the  cell,  function  of,  95 
Nutmeg  liver,  536 

Nutrient  media  for  bacteria.  151,  152 
Nuttall%  ref.  on  insects  in  conveyance  of 
micro-organisms,  160 
on  number  of  tubercle  bacilli  in  spu- 
tum. 227 
Nux  vomica,  poisonous  effects  of,  327 
Nympha1,  malformation  of,  602 

Obermeier.  spirillum  of,  241 

Odontoma.  297 

(Edema,  hydnemic,  of  brain,  722 

malignant.  244 

nature  of.  71 

of  brain,  722 

of  glottis,  430 
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of  lung,  445 

of  pia  mater  cerebralis,  700 

purulent,  177 
Oertel  on  echinococcus  multilocularis,  ref. 

558 
OerteV*  lesion,  188 
Oesophagitis,  catarrhal,  492 

croupous,  492 

pseudo-membranous,  492 

tuberculous,  492 
(Esopliagus,  action  of  poisons  on,  492 

bibliography  of,  ref.  Thord,  492 

cysts  of,  493 

dilatation  of,  490 

diverticula  of,  491 

examination,  post-mortem,  of,  26 

haemorrhage  of,  490 

inflammation  of  (see  Oesophagitis),  492 

inflammation,  tuberculous,  492 

malformations  of,  490 

perforation  of,  490 

rupture  of,  490 

stenosis  of,  491 

tumors  of,  492 

varices  of,  in  cirrhosis,  550 
Oidium  albicans,  158,  483,  606 
Oligocythemia,  343 
Omentum,  cysts  of.  526 

position  of,  20 
Oophoritis,  acute,  629 

chronic,  629 

syphilitic,  631 

tuberculous,  631 
Ophul*,  ref.  on  corpora  amylacea,  83 

on  typhoid  fever  without  characteris- 
tic lesions,  212 
Opie,  ref.  on  fat  necrosis,  530 

on  hemachromatosis,  88 

on  lesions  of  the  pancreas  with  chole- 
lithiasis. 531 

on  pancreas  in  diabetes,  530 

on  pancreatitis,  532 
Opitz  on  intestinal  canal  as  portal  of  entry 

for  bacteria,  ref.  523 
Opium,  poisono  .s  effects  of,  326 
Oppenheim  on  multiple  sclerosis,  ref.  759 
Orchitis,  chronic.  654 

exudative.  653 

leprous.  656 

syphilitic.  655 

tuberculous.  654 
Origanum,  oil  of,  for  clearing,  56 
Oriental  plague.  242 
Orthnuin  on  retro-ovarian  cvsts.  640 
Orth's  fluid,  formula  and  uses  of.  53 
(Mer  on  sporadic  cretinism,  ref.  331 
Onli'i'tuid  MrCrae  on  carcinoma  of  stomach 

in  the  young,  ref.  502 
Osmic  acid,  use  of.  as  fixative  and  staining 

agent,  53 
Ossification  of  bronchi,  442 

of  muscle.  693 

of  penis,  651 

period  of.  at  various  centres  in  fcetus. 
39 
Ossification -centre  in  lower  epiphysis   of 


femur  as  sign  of  maturity  or  age  of  the 
fcetus.  40 
Osteitis,  665 

condensing,  666.  668 

rarefying,  666 

suppurative.  668 

syphilitic,  665.  666.  670 

tuberculous.  665.  666.  670 

ulcerative,  673 
Osteoclasts,  666 
Osteoid  cancer.  681 

chondroma  of  bone.  679 

tissue.  662 
Osteoma,  296 

malignant.  681 

of  bone,  670 

of  brain,  764 

of  dura  mater  cerebralis.  698 

of  lungs,  480 

of  pia  mater  cerebralis,  707 

of  spinal  cord,  765 

of  testicles,  656 
Osteomalacia,  677 
Osteomyelitis,  chronic,  670 

infective,  669 
Osteophytes,  297,  679 
Osteo- porosis,  666 
Osteo-sarcoma,  288 
Osteosclerosis,  666,  668 
Ottolenghi  on  pneumonia,  ref.  192 
Ovarian  pregnancy,  640 
Ovaries,  changes  in  form  and  size  of,  628 

congestion  of  (see  Hyperemia).  629 

cysts,  dermoid,  of,  637 

cysts  of,  compound,  632 

dermoid  cysts  of,  637 

displacements  of,  628 

examination,  post-mortem,  of.  36 

foetus,  development  of.  in.  640 

hemorrhage  in,  629 

hernia*  of,  629 

hyperemia  of,  629 

inflammation  of  (see  Ovaritis),  629 

malformations  of.  628 

situation,  size,  and  sliape  of,  36 

syphilis  of,  631 

teratoma  of.  637 

tuberculosis  of,  631 

tumors  of,  631 

weight  of.  36 
Ovaritis,  629 

syphilitic,  631 

tlllMTf  ulous.  631 

Ovula  Nabothi.  35.  612,  627 
Oxyuris  vermicularis.  135,  598,  606 
Oysters  and  typhoid  fever.  213 

Pacchionian  bodies.  699 

bodies,  situation  of.  10 
Pachymeningitis,  chronic.  697 

externa.  696 

interna  hemorrhagica.  697 

interna,  696 

spinalis.  709 

syphilitic.  698 

tuberculous.  69s 
Pitchtrd  on  the  tonsils,  ref.  488 
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Paget  *s  disease,  641 

Palate,  cleft.  482 

Pancreas,  abnormal  forms  of,  38 

accessory,  529 

atrophy  of,  529 

auto-digestion  of,  529 

calculi  of,  533 

concretions  of,  533 

cysts  of.  532 

degeneration,  albuminous,  of,  529 

degeneration,  fatty,  of,  529 

discoloration,  post-mortem,  of,  33 

displacements  of,  529 

ducts  of,  dilatation  of,  532 

examination,  post-mortem,  of,  33 

fat  necrosis  of,  530 

foreign  bodies  in.  533 

gangrene  of,  531 

hemorrhage  of,  581 

hardening  and  preservation  of,  38 

infiltration,  fatty,  of,  529 

inflammation  of  (see  Pancreatitis),  531 

lesions  of,  in  typohid  fever,  210 

malformations  of,  529 

necrosis,  fatty,  of,  530 

parasites  in,  533 

pigment  in,  88 

relations  of,  to  diabetes,  384 

shape  and  situation  of,  33 

size  of,  33 

tumors  of,  532 

weight  of.  33 
Pancreatitis,  bibliography  of,  ref.  532 

experimental,  ref.  Flexner,  581 

exudative,  531 

hemorrhagic,  531 

suppurative,  531 
Papilloma,  280 

of  bladder,  urinary,  597 

of  Fallopian  tubes,  640 

of  kidney,  590 

of  larynx,  432 

of  mouth,  484 

of  (esophagus,  492 

of  ovaries,  631 

of  penis,  650 

of  peritoneum,  524 

of  stomach,  500 

of  vagina,  606 

of  vulva,  603 
Paraffin,  use  of,  for  embedding.  56 
Paralysis,  ascending,  acute,  756 

Landry's,  756 

spinal,  infantile,  755 
Parametritis,  615 
Paraphimosis,  650 
Paraplegia,  ataxic,  750 
Parasites,  animal,  128 

animal,   eggs  of,   ref.  v.  Jaksch   and 
Simon,  139 

bibliography  of,  139 

in  bladder,  urinary,  598 

in  blood,  854 

in  brain,  767 

in  dura  mater  spinalis,  709 

in  heart,  410 

in  intestines,  520 


Parasites  in  kidney.  592 

in  liver.  5oi 

in  lymph  -nodes,  370 

in  muscle,  694 

in  pancreas,  533 

in  peritoneum,  526 

in  pia  mater  cerebralis,  708,  710 

in  prostate,  659 

in  spleen,  880 

in  testicles,  657 

in  thyroid,  385 

in  vagina,  606 

in  ventricles  of  brain,  714 

malarial,  252 

plant,  140 
Parasitic  bacteria,  147 
Parenchymatous  degeneration,  79 

encephalitis  and  myelitis.  753 
Paresis  of  the  insane,  general,  759 
Paris  green,  poisonous  effects  of.  324 
Park,  W.  II.,  Bacteriology  in  Medicine  and 

Surgerj',  ref.  152 
Park,  It.,  ref.  on  deformities  from  osteomy- 
elitis, 670 

on  influenza  bacillus,  ref.  203 

on  tumors,  ref.  272 
Parotid,  inflammation  of,  210.  526 

tuberculosis  of.  528 

tumors  of,  528 
Parotitis,  526 
Parovarium,  cj'sts  of,  637 
Parwns  on  bone  lesions  in  typhoid  fever, 

ref.  211 
Parthenogenesis,    artificial,   in  cells,   ref. 

Matthews,  106 
PCmler  on  carcinoma  of  lung,  ref.  480 
Pathological  anatomy,  67 

histology,  67 

morphologj',  67 

physiology,  67 

specimens,    methods    of    preserving, 
51 
Pathology,  characterization  of,  67 

comparative,  bibliography,  260 

comparative,  importance  of,  68 

general,  63 

general,  introduction  to,  65 

general,  limitation  of,  67 

special,  341 

special,  limitation  of,  67 
Pearceow  bacteriology  of  scarlet  fever,  ref. 

250 
Pearls,  epithelial,  in  epithelioma.  313 
Pediculus  capitis,  139 
Petteir  on  arsenic  poisoning,  ref.  324 
Pelvis  of  kidney,  lesions  of.  587 
Penis,  calcification  of,  651 

calculi  in,  651 

cysts  of,  651 

enlargement  of.  650 

epispadias,  649 

examination  of.  84 

fibrous  p.ates  in,  650 

hemorrhage  of,  650 

herpes  of.  650 

hypospadias.  649 

inflammation  of.  650 
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Penis,  inflammation   of  glans  of  (see  Bal- 
anitis), 650 

inflammation,  syphilitic   of.  650 

inflammation,  tuberculous,  of,  650 

injury  of,  650 

malformations  of.  649 

ossification  of,  651 

paraphimosis  of,  650 

phimosis  of,  650 

smegma  of,  650 

syphilis  of,  650 

tuberculosis  of,  650 

tumors  of,  650 
Pentastoma  in  liver.  559 
Pentastomum  denticulatum  in  spleen,  380 

in  lymph-nodes,  370 
Periarteritis,  412 

nodosa,  416 
Pericardial  adhesions.  388 

fat.  atrophy  of,  394 

fibrous  nodules,  390 

sac.  obliteration  of,  389 
Pericarditis,  acute,  388 

bacteria  of.  389 

chronic.  389 

excitants  of.  389 

exudative,  388 

fibrinous,  388 

infective,  excitants  of.  389 

purulent,  389 

serofibrinous,  388 

suppurative,  389 

tuberculous.  390 
Pericardium,  387 

air  in.  387 

calcification  of,  389 

dropsy  of,  387 

examination,  post-mortem,  of,  22 

hemorrhage  of,  387 

inflammation  of,  388 

injuries  of.  387 

pncumonatosis  of,  387 

tuberculosis  of,  390 

tumors  of,  390 
Perihepatitis,  552 
Perimetritis.  615 
Perinephritis.  588 
Periosteum,  tumors  of,  678 

lesions  of.  663 
Periostitis,  exudative,  663 

fibrous,  664 

ossifying,  (564 

suppurative,  663 

syphilitic,  665 

tuberculous,  664 
Periphlebitis.  423 

chronic,  425 
Perisplenitis,  37s* 
Peritoneum,  ascites  of.  521 

cysts  of.  526 

infection  of,  from  intestine,  523 

inflammation  of  (see  Peritonitis),  521 

inflammation,  tuberculous,  of.  523 

malformations  of.  521 

parasites  of,  526 

tumors  of,  524 
Peritonitis,  acute.  52J 


Peritonitis,  bibliography  of,  ref.  523 

bibliography  of,  ref.  Bumm,  524 

cellular.  521 

chronic,  523 

excitants  of,  523 

exudative,  522 

in  typhoid  fever,  206,  210 

suppurative,  522 

tuberculous.  523 
Pertussis,  251 
Petechia*,  70 

Petersen  on  rectal  strictures,  ref.  516 
Petri's  plates,  152 
Pever's   patches,    lesions    of,    in    tvphoid 

fever,  204.  866 
Pfeiffer  on    lysogeuic  action  of  antitoxic 

sera,  216 
Pfeiffer,  KiUmato,  and  Canon  on  discover}* 

of  influenza  bacillus,  ref.  202 
Phagocytes,  116 

importance  of,  after  haemorrhage.  70 
Phagocytosis,  116.  125 

a  normal  process.  124 

chemical  nature  of,  125 

in  dead  tissues,  92 

limitations  of,  125 

relation  of,  to  leucocytosis.  349 
Pharyngitis,  "adenoids "in,  488 

catarrhal,  487 

croupous,  487 

diphtheritic,  487 

phlegmonous,  487 

tuberculous,  488 
Pharyngo- mycosis  leptothrica,  201 
Pharynx,  cysts  of,  486 

diverticula  of,  486 

examination    of,    post-mortem,     and 
preservation  of,  26,  42 

fistula*  of.  486 

inflammation  of  (see  Pharyngitis).  487 

inflammation,  tuberculous,  of,  488 

malformations  of,  486 

tumors  of.  489 
Phimosis,  049.  650 
Phlebectasia,  422 
Phlebitis,  423 

acute.  424 

chronic,  425 

excitants  of.  424 

infective.  424 

suppurative,  424 

syphilitic.  425 

tuberculous,  425 

uterine.  616 
Phleboliths.  422 

in  thrombi.  73 
Phlegmon.  177 

gas  .  243 
Phloridzin  diabetes.  335 
Phloroglucin  for  decalcification.  55 
Phosphorus  necrosis  of  bone.  673 

poisonous  action  of.  323 
Phthisis,  acute,  473 

chronic.  474 

pulmonary.  471 

pulmonary  (see  Pulmonary  Tubercu- 
losis). 471 
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Phthisis   (see   Tuberculosis,   Pulmonary), 

473 
Physics,  importance  of,  in  pathology,  68 
Pia  mater,  method  of  preservation  of,  16 

mater,   post-mortem  examination  of, 
10 

mater  cerebralis,  characters  of,  699 

mater  cerebralis,  cysts  of,  708 

mater  cerebralis,  haemorrhage  of,  700 

mater  cerebralis.  hyperemia  of,  700 

mater  cerebralis,  inflammation  of  (see 
Meningitis),  701 

mater  cerebralis,  inflammation,  syph- 
ilitic, of,  706 

mater  cerebralis.  inflammation,  tuber- 
culous, of,  705 

mater  cerebralis,  (edema  of,  700 

mater  cerebralis,  parasites  of,  708 

mater,   cerebralis,    pigmentation    of, 
701,  708 

mater  cerebralis,  tumors  of,  706 

mater  spinalis,  blood  content  of,  709 

mater  spinalis,  bone  in,  710 

mater  spinalis,  cartilage  in,  710 

mater  spinalis,  haemorrhage  of,  710 

mater  spinalis,  inflammation  of,  710 

mater  spinalis,  parasites  of,  710 

mater  spinalis,  tumors  of,  710 
Picro-acid   fuchsin,  formulae  and  uses  of, 

in  staining,  60 
Pierwn  and  Rarenel  on  aspergillus,  ref.  156 
Pigment,  an th nicotic,  in  spleen,  373 

bacterial,  146 

hepatogenous,  88 

in  blood,  851 

in  ganglion  cells,  732 

in  liver,  543 

in  lung,  461 

in  sarcoma,  286 

in  skin,  87,  88 

iron,  in  cells,  ref.  Arnold,  462 

melanotic,  88 

metabolic,  88 

normal  and  pathological,  in  the  body. 
87 
Pigmentation,  87 

blood,  351 

hemorrhagic,  70 

hematogenous,  87 

of  adrenals,  385 

of  liver,  543 

of  lungs,  89,  461 

of  pia  mater  cerebralis,  701,  708 

of  skin  from  tattooing,  88 

of  skin  in  Addison's  disease,  882 

of  spleen,  373 

of  thyroid.  383 
Pineal  gland,  lesions  of,  768 

gland,  tumors  of,  768 
Pin  worms,  135 
Pituitary  body  in  acromegaly.  337 

body,  lesions  of,  768 

body,  tumors  of,  768 
Placenta,  apoplexy  of,  627 

cysts  of,  628 

degeneration  of,  627 

hemorrhage  of,  627 


Placenta,  infarction  of.  627 

inflammation  of  (see  Placentitis),  627 

lesions  of,  627 

moles,  hydatid,  of,  628 

moles  of,  628 

structure  of,  ref.  Eden,  027 

syphilis  of,  628 

tuberculosis  of,  628 

tumors  of,  628 
Placentitis,  627 
Plague,  242 

bacillus.  242 
Plasma  cells,  103 

cells,   differential    staining    of.    with 
methylene  blue,  60 

cells  in  granulation  tissue,  119 

cells  in  tuberculous  inflammation,  221 
Plasmodium  malaria',  129.  252 
Pleomorphism  in  bacteria,  143 
Pleura,  calcification  of,  435 

cysts  of.  437 

echinococcus  of,  437 

hemorrhage,  433 

hemorrhagic  exudates  in,  433 

hydropneumothorax,  433 

hydrothorax,  433 

inflammation  of  (see  Pleuritis).  433 

lesions  of.  438 

pyopneumothorax,  433 

tuberculosis  of,  436 

tumors  of,  437 
Pleural    cavities,   examination    of,    post- 
mortem, 21,  24,  25,  42 

cavities,    post-mortem    accumulation 
of  serum  in,  25 
Pleurisy  (see  Pleuritis),  433 
Pleuritic  fluid  as  culture  medium.  152 
Pleuritis,  433 

acute,  433 

acute,  excitants  of,  434 

adhesions,  436 

chronic.  486 

em  pyemic,  435 

exudative,  433 

fibrinous,  433 

serofibrinous,  434 

sicca,  433 

suppurative,  435 

suppurative,  excitants  of,  436 

tulKTculous,  436 

tuberculous,  diagnosis  of,  437 

typhoid,  Uord inter  and  lAtrtigan,  ref. 

*436 
Pneumococcus,  190 

meningitis,  195 

method  of  staining.  192 
Pneumonntosis  of  pericardium.  887 
Pneumonia.  449 

antitoxin.  191 

aspiration,  457 

broncho  ,  454 

broncho-,  excitants  of.  458 

broncho-,  tuberculous,  468 

croupous,  450 

diphtheritic,  236 

experimental,  ref.  459 

fibrinous,  450 


806 


INDEX. 


Pneumonia,  hematogenous,  457 

hypostatic,  458 

influenza,  202 

interstitial,  460 

lobar,  acute,  190,  450 

lobar,  acute,  excitant  of  (see  Pneumo- 
coccus).  191 

lobar,  complicating  infections  in,  453 

lobar,  complicating  lesions  of,  452 

lobar,  delayed  resolution  in,  453 

lobar,  suppurative  forms  of,  454 

lobular,  454 

lobular,  excitants  of,  458 

organizing,  453 

purulent  infiltration  in,  454 

pyemic,  457 

suppurative,  454 

syphilitic,  479 

tuberculous,  462 

tuberculous,  diffuse,  471 
Pneumonitis  (see  Pneumonia),  449 
Pneumonokoniosis,  89,  462 
Pneumonomykosis  aspergillina,   ref. 

Sayer,  156 
Pneumotoxin,  191 
Poikilocytes,  345 
Poisoning,  food,  161 

method  of  examination  in  cases  sus- 
pected of,  38 

opening  of  intestine  in,  30 
Poisons,  abrin,  327 

acid,  arsenious,  323 

acid,  carbolic,  326 

acid,  carbonic,  328 

acid,  hydrochloric,  322 

acid,  hydrocyanic,  326 

acid,  nitric,  321 

acid,  oxalic,  322 

acid,  sulphuric,  321 

acid,  tartaric,  322 

aconite.  328 

alcohol.  326 

alkalies  as.  322 

alkaline  carbonates,  322 

nlkaloidal.  328 

aloes,  effects  of,  325 

ammonia.  322 

arsenic.  323 

bibliography  of,  328 

enntharides,  325 

carbonic  oxide,  327 

cheese.  328 

chloral  hydrate,  327 

chloroform.  327 

classification  of,  330 

colchicum,  325 

eoloevnth,  325 

conium.  328 

copper.  325 

corrosive  sublimate,  324 

croton  oil.  325 

digitalis.  328 

elaterium.  325 

endogenous.  320.  328 

endogenous,  histogenie.  329 

endogenous,  microbic.  329 

ether.  327 


Poisons,  exogenous,  320 

fish,  328 

forms  of.  320 

fungi,  326 

gamboge,  325 

hellebore,  325 

ice-cream,  328 

ignorance  of  ultimate  effects  of,  830 

inorganic,  321 

insect,  327 

irritant.  325 

ialap,  325 

lead,  325 

lesions  induced  by,  320 

lobelia  infiata,  328 

mercury,  324 

morphine,  326 

mussels,  328 

nature  of,  320 

nitrobenzole.  326 

mix  vomica,  327 

opium,  326 

Paris  green,  824 

phosphorus,  323 

potash,  322 

potassium  cyanide,  326 

potassium  nitrate,  322 

potassium  oxalate,  322 

ptomaYns,  328 

putrefactive  substances,  828 

ricin,  827 

sausages,  328 

savin,  325 

scammony,  325 

Scheele's  green,  324 

snake,  827 

soda,  322 

stramonium,  328 

strychnine,  327 

tartar  emetic.  325 

turpentine.  325 

vegetable,  325 

venom,  animal,  327 

veratria.  325 
Polar  bodies  in  cells.  95 
Poliomyelitis  anterior,  754 
Polychromatophilia,  357 
Polypi,  fibrinous,  of  uterus,  610 

hairy,  of  pharynx,  489 

mucous,  281,  283 

nasal.  429 

of  bronchi.  442 

of  intestine.  519 

of  m neons  membranes,  280 

of  pharynx,  489 

of  urethra,  male,  601 

of  uterus.  617 
Pojton  on  spinal-cord  alterations  in  arsenic 

poisoning.  324 
Poreucephalus.  767 
Portal  vein,  examination  of,  at  autopsy,  32 

vein,  lesions  of.  537 
Portals  of  entry  of  micro-organisms,  160 
Posterior  spinal  sclerosis,  745 
Post-mortem    accumulation  of  serum  in 
pleural  cavities,  25 

appearance  of  fractures,  8 
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Post-mortem  changes  in  abdomen,  20 
changes  in  body,  4 
changes  in  lungs,  25 
changes,  relation  of  bacteria  to,  5 
cooling  of  the  body,  5 
cultures,  37 
decomposition,  5 

examination,  closure  of  body  after,  36 
examination,  external  inspection  in,  4 
examination  in  arsenic  poisoning,  324 
examination  in  cases  of  suspected  poi- 
soning, 38 
examination  in  medico-legal  cases,  37 
examination,  internal,  8 
examination,  method  of  making,  3 
examination,  objects  of,  3 
examination  of  abdomen,  19,  27 
examination  of  adrenals,  28 
examination  of  brain,  10,  41 
examination  of  head,  9 
examination  of  heart,  22 
examination  of  intestines,  30 
examination  of  kidneys,  27 
examination  of  larynx,  26 
examination  of  liver,  32 
examination  of  lungs,  25 
examination  of  new-born,  internal,  4, 

41 
examination  of  pancreas,  33 
examination  of  pharynx,  26 
examination  of  pleural  cavities,  24 
examination  of  solar  plexus,  33 
examination  of  spinal  cord,  17 
examination  of  spleen,  29 
examination  of  stomach  and  duode- 
num, 31 
examination  of  thoracic  duct,  33 
examination  of  thorax,  19,  21 
examination  of  thyroid  gland,  26 
heart  clots,  23 
hypostasis,  4 
lesions  of  drowning,  46 
lesions  of  asphyxia,  44 
lividity,  4 

medico-legal  cases,  38 
occurrence  of  rigor  mortis,  6 
putrefaction.  5 
rise  of  temperature,  6 
specimens,  bacterial  examination  of, 

37 
wounds,  appearance  of,  8 
Potash,  poisonous  action  of,  322 
Potassium  bichromate,  use  of,  as  a  fixative 
in  Mailer's  fluid,  53 
cyanide,  poisonous  effects  of,  326 
fcrrocyanide  as  test  for  iron  in  pig- 
ment. 87 
nitrate,  poisonous  action  of,  322 
oxalate,  poisonous  action  of,  322 
Potatoes  as  culture  medium,  152 
Pottret  and  Rerard  onactinomyces,  ref.  201 
Poircr*  on  carcinoma  of  branchial  clefts, 

ref.  490 
Poynton   and   Payne    on    the  excitant  of 

rheumatism,  ref.  252 
Pratt,  ref.  on  histology  of  lobar  pneumo- 
nia, 402 


Pratt  on  typhoid  bacilli  in  skin,  212 

on  vessels  of  heart,  404 
Preble  on  hemorrhage  from  cesophagcal 

varices,  ref.  550 
Preble  and  Hektoen  on  multiple  neuroma, 

ref.  301 
Predisposition,  hereditary,  nature  of,  164 

to  infection,  163 
Pregnancy,  extra-uterine,  640 
Preservation  of  pathological  specimens,  51 

of  specimens  for  gross  demonstration 
and  museums,  61 

of  tissues,  agents  for,  52 

of  tissues,  importance  of,  61 
Preservative  fluids,  importance  of  abun- 
dance of,  62 
Preventive  inoculation,  171 

inoculation  in  Asiatic  cholera,  216 

inoculation  in  bubonic  plague,  242 

inoculation  in  rabies,  246 

inoculation  in  smallpox,  249 

inoculation  in  typhoid  fever,  213 
Prickle  cells  in  epithelioma,  313 
Primary  degeneration  of  neurones,  744 
Proglottides  of  tapeworm,  131 
Progressive  muscle  atrophy,  687 
Protective  mechanism  of  the  body  against 
bacteria,  159 

proteids,  125 
Proteids,  protective,  125 

bacterial,  161 
Proteus  vulgaris,  190 
Protozoa,  128 

methods  of  study,  130 

of  malaria,  252 
Prostate,  abscess  of,  658 

atrophy  of,  657 

calculi  of,  659 

concretions  in,  659 

cysts  of,  659 

degeneration  of,  657 

enlargement  of,  657 

examination,  post-mortem,  of,  34 

hyperplasia  of,  657 

hypertrophy  of.  657 

inflammation  of  (see  Prostatitis),  658 

inflammation,  tuberculous,  of,  650 

parasites  of,  659 

tumors  of,  659 
Prostatitis,  658 

tuberculous,  650 
Pruddcn,  ref.  on   excitants  of  exudative 
pic  u rit is,  435 

on  experimental  cavity  formation  in 
animal  tuberculosis,  478 

on  local  predisposition  to  infective  en- 
docarditis, 407 

on  multiple  neuroma,  301 

on  rhabdomyoma,  300,  529 
Prudden   and   fhdmpyl  on  the  action  of 

dead  tubercle  bacilli,  226 
Psammoma,  291,  699,  707,  709 
Pseudo  diphtheria.  186 
Pseudohermaphroditism,  649 
Pseudo -hypertrophy  of  muscle,  689 
Pseudo-leukjemia,  &60 

liver  lesions  in,  554 
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Pseudoleukemia,  splenic  lesions  of,  380 
Pseudo- membrane  of  diphtheria,  235 
Pseudo-membranous  inflammation  of  mu- 
cous membranes,  186 
Psorospermie,  129,  559 
PtomaYns.  bacterial,  146 

poisonous  effects  of,  328 
Puerperal  fever,  615 
Pulmonary  phthisis,  471 

tubercles,  464 

tuberculosis,  462 

tuberculosis,  cavities  in,  474 

tuberculosis,  chronic,  474 

tuberculosis,  concurrent  infection  in. 
476 

tuberculosis,  diffuse,  471,  473,  474 

tuberculosis,  distribution  of  lesions  in, 
476 

tulM'rculosis,  experimental,  in  animals. 
477 

tuberculosis,    fibrous    tissue,    signifi- 
cance of,  in,  476 

tuberculosis,  focal,  464 

tuberculosis,  nodular,  471 

tuberculosis,  secondary  lesions  in,  475 
Purpura,  337 

hemorrhagica,  70,  337 
Purulent  inflammation,  123 
Pus,  115,  177 
Pustules,  176 

Putnam  on  encephalitis,  ref.  753 
Putnam  and  Taylor  on  diffuse  degeneration 

of  spinal  cord,  ref.  751 
Putrefaction,  relation  of,  to  bacteria,  146 
Putrefactive  substances,  poisonous  effects 

of,  328 
Pyemia,  cryptogenetic,  180 

lesions  of,  180 

nature  of,  179 

older  views  of,  179 

purpuric  spots  in,  337 
Pyelitis.  587 
Pyelonephritis,  587 
Pylorus,  stenosis  of,  493 
Pyogenic  bacteria,  176.  181 
Pyopneumothorax,  433 
Pyosalpinx.  639 
Pyo-septicemia,  180 

QrviiTKR  evil,  245 
Quinsy  ^sce  Tonsillitis),  488 

Rabiks,  245 

diagnosis  of.  247 

excitant  of.  246 

lesions  of.  245 

preventive  inoculation  in.  246 

virus  of,  246 
Rachitis.  674 
Rainy  on  nerve  lesions  in  diphtheria,  ref. 

236 
litt}it»<i)l  on  malignant  tumors  of  adrenals, 

ref.  3S6 
Ranula,  485.  52s 
Kauschhrand.  245 

Ran m  I  ,i ml  Mri'arthy  on  lesions  of  rabies, 
ret.  240 


Ray  fungus,  200 

Rectocele  vaginalis.  605 

Rectum,  examination,  post-mortem,  of.  &4 

lesions  of, 
Red  blood  cells,  destruction  of,  87 
Reed  on  excitant  of  smallpox,  ref.  249 

on   focal   lesion   in   liver  in   typhoid 
fever,  etc.,  209 
Reed  and  Carroll  on  the  excitant  of  yellow 

fever,  248 
Reed,  Carroll,  and  Agramonte  on  the  mos- 
quito in  yellow-fever  infection,  ref.  248 
Regeneration,  94 

of  blood.  105 

of  blood -vessels,  104 

of  bone.  105 

of  cartilage,  105 

of  cells,  characters  and  limitations  of, 
98 

of  cells,  conditions  which  incite,  105 

of  cells,  Vuerst,  ref.  273 

of  connective  tissue,  102 

of  epithelium,  101 

of  liver,  102 

of  lost  parts  in  lower  animals,  99 

of  mucous  membranes,  ref.  Cornil  and 
Car  not  %  101 

of  muscle  tissue.  100 

of  nerve  tissue,  99 

of  nerve  tissue,  ref.  Darker,  739 

of  neuroglia.  100 

of  special  tissues,  99 

physiological,  of  tissue,  94 

significance  of  cell  types  in,  99 

tissue  types  in  which  it  is  most  com- 
plete/99 
Reinbach  on  colloid  substance  and  struma, 

ref.  383 
Reinehdh  and  Kohlhardt  on  cooling  as  pre- 
disposing to  infection,  ref.  460 
Rei*man  on  Meckel's  diverticula,  ref.  504 
Relapsing  fever.  241 
Renal  calculi,  590 
Re  nan  on  aspergillosis,  ref.  156 
Reparative  inflammation.  117 
Repair  of  injury  by  first  intention.  108 
Replacement  hyperplasia  in  nerve  tissue. 

740 
Reproductive  organs,  female.  602 

organs,  male,  649 
Resolution  after  inflammation.  115 
Respiratory  system.  429 

system,  sudden  death  from  lesions  of, 
*  50 
Reversion  in  liver  cells,  549 

of  cells,  importance  of.  66 
Rhabdomyoma.  299 

of  heart,  410 

of  parotid,  529 

of  testicles,  656 
Rhabdoncma  stroiiirvloides.  13^ 
Rheumatism,  252.  0*3 
Rhexis,  hemorrhage  by,  69 
Rhinitis.  429 
Rhinoscleroma.  235 
Rhizopoda.  128 
Rifjftert.  ref.  on  appendicitis,  518 
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Ribbert  on  hypothesis  of  origin  of  tumors, 
ref .  2<3 

on  inflammation  and  regeneration  of 
lymph-nodes,  366 
Riciu  in  toxjemia,  ref.  Flexner,  178 

toxic  action  of,  161,  327 
Richer  on  pathogenic  yeasts  and  moulds, 

ref.  158 
Rickets  (see  Rachitis),  674 

lymphatic  constitution  in,  337 
Rieder  on  leucocytosis,  ref.  350 
Rift  on  salpingitis,  ref.  639 
Rigor  mortis,  6,  7 
Ritchie,  ref.  on  bacteria  in  bronchitis,  439 

on  cystic  kidney,  589 
Rixford  and  Gilchrist  on  protozoan  infec- 
tion of  skin,  ref.  129 
Robinmn  on  tonsillar  calculi,  ref.  488 
Roger  and  Gamier  on  tuberculosis  of  thy- 
roid, ref.  383 
Rs>lle*ton   and   Croflon- Atkins  on    pyloric 

stenosis,  ref.  493 
Rtdlerttm  a  rut  Hague  on  congenital  cirrho- 
sis, ref.  551 
Romanoicskffi  stain  for  malarial  blood,  260 
Rupture  of  arteries.  410 

of  bladder,  urinary,  594 

of  heart,  393 

of  intestine,  505 

of  liver,  535 

of  muscle,  691 

of  (esophagus,  490 

of  spleen.  372 

of  stomach,  493 

of  urethra,  600 

of  uterus,  609 

of  veins.  423 
Rusaell  on  combined  system  degenerations, 
ref.  750 

on  ovarian  cysts,  ref.  636 
Rutimeyer  on  Friedreich's  ataxia,  ref.  751 

Saccharomycks,  156 

Sacerdotti  on  hypertrophy  of  kidney,  ref. 

564 
Stiler  on  transplantation  of  tumors,  ref.  267 
Salamanders,  regeneration  of  lost  parts  in, 

99 
Salivary  glands,  lesions  of,  210,  526 

glands,  tumors  of.  528 
Salpingitis,  catarrhal,  639 

suppurative,  639 

syphilitic,  639 

tuberculous,  639 
8alt  solution  for  studying  bacteria,  149 

solution  for  studying  fresh  tissues,  15 
Saltpetre,  poisonous  action  of,  322 
iSalretti  on  rickets,  ref.  674 
Sfinarelli  on  the  yellow-fever  bacillus,  ref. 

248 
Saprophytic  bacteria,  147 
Sarcina,  142 
Sarcoma,  283 

adeno-,  291 

alveolar.  289 

angio-,  289 

characters  of.  283 


Sarcoma,  chondro-,  291 

cysto-,  290 

deciduo-cellulare,  of  uterus,  626 

endothelial.  291 

tibro-,  285 

fusocellulare,  285 

giant-celled,  286 

glio-,  286 

lipo-,  291 

lympho-,  286 

melano-,  286 

mixed,  290 

myeloid.  286 

myo-,  29t 

myxo-,  290 

of  adrenals,  386 

of  arteries,  42 1 

of  bladder,  urinary,  597 

of  bone.  680 

of  bronchi,  442 

of  brain,  765 

of  dura  mater  eerebralis.  698 

of  dura  mater  spinalis,  709 

of  ependyma,  714 

of  heart.  4t0 

of  intestine.  5t9,  520 

of  kidney,  590 

of  larynx,  432 

of  liver,  556 

of  lung,  480 

of  lymph-nodes,  370 

of  mamma,  645 

of  mamma,  male,  660 

of  muscle,  693 

of  nerves.  767 

of  nose,  429 

of  (esophagus.  492 

of  ovaries,  632 

of  parotid,  528 

of  pericardium,  390 

of  peritoneum,  524 

of  pharynx,  490 

of  pia  mater  eerebralis,  708 

of  pleura,  437 

of  prostate.  659 

of  spinal  cord,  765 

of  spleen.  380 

of  stomach,  50 1 

of  submaxillary  glands,  528 

of  testicles,  656 

of  thymus.  381 

of  thyroid,  384 

of  tongue,  485 

of  tonsil.  490 

of  uterus,  619 

of  vagina.  606 

of  veins.  425 

of  vulva,  604 

osteo-,  288 

retroperitoneal.  524 

round-celled,  285 

spindle-celled.  285 
Sarcoptes  hominis.  139 
Sausage  poisoning.  328 
Savin,  poisonous  effects  of.  325 
Siyer  on  pneumonomykosis  aspergillina. 
ref.  156 
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Scagliosi  on  lesion  of  the  heart  in  diph- 
theria, ref.  236 
Scammony,  poisonous  effects  of,  325 
Scarlatina,  250 
Scarlet  fever,  250 
Scars,  permanence  of,  8 
ScJianze's  microtome,  58 
Scheele's  green,  poisonous  effects  of,  824 
Schizomyeetes,  141 
Sehlegel  on  actinomycosis,  ref.  201 
Schmidt,  ref.  on  amyloid  tumors,  485 

on  bone  pathology,  682 
Schvltz  on  cysts  of  the  stomach,  508 
SchulUe  on  descending  degeneration,  748 
Schulze  on  branching  forms  of  B.  tubercu- 
losis, 222 
Scirrhous  carcinoma  of  mamma,  646 
Scirrhus  carcinoma,  317 
Sclerose  en  plaque,  759 
Sclerosis,  amyotrophic  lateral,  745 

multiple,  of  brain  and  cord,  759 

multiple,  of  spinal  cord,  760 

of  arteries,  412 

of  brain,  758 

of  spinal  cord,  759 
8colex  of  tapeworms,  131 
Scorbutus,  70,  336 
Scrofula,  bibliography  of,  ref.  Cornet,  368 

lymph-nodes  in,  367 
Scrotum,  cysts  of,  651 

dermoid  cysts  of,  651 

elephantiasis  of,  651 

lesions  of,  651 

tumors  of,  651 
Seudder  on  mammary  tuberculosis,  ref.  643 
8curvy,  70,  336 
Sebileau  on  orchitis,  ref.  656 
Secretions,  internal,  329 
Seven -dav  fever,  241 
Section  cutting,  55.  58 
Sections,  frozen,  methods  for,  51 
Selective  filtration  in  formation  of  serum, 

112 
Semilunar     ganglia,    examination,    post- 
mortem, of,  33 
Seminal  vesicles,  concretions  in,  657 

vesicles,  cysts  of,  657 

vesicles,  lesions  of,  657 

vesicles,  tumors  of.  657 
Senility,  changes  in,  Mfthlmann,  ref.  87 
Septic  intoxication.  161 
Septicaemia,  bacteria  in  blood  in,  181 

diphtheritic.  237 

hemorrhagic.  243 

lesions  of,  179.  180 

nature  of,  164 

typhoid.  212 
Sept  ico- pyemia.  180 
Sequestrum  of  dead  bone,  672 
Serous  apoplexv.  722 

infiltration.*  84.  691 

inflammation.  123 
Serum,  action  of,  in  inflammation  in  dilut- 
ing poisons.  120 

anti -plague.  243 

antitoxic,  lysogenic  action  of.  216 

blood-,  as  culture  medium,  152 


Serum,    formation    of,   in    inflammation, 
111 

germicidal  powers  of,  125 

in  cerebral  meninges,  10 
Serum-therapy,  171 

in  diphtheria,  238 
Shaw  on  chylous  ascites,  ref.  521 
Sherrington  on  escape  of  bacteria  with  se- 
cretions, ref.  160 
Ship  fever,  247 

Sfaober  on  malpositions  of  colon,  ref.  508 
Siderosis  of  lung,  462 
Silberschmidt  on  peritonitis,  ref.  523 
Silver,  pigmentation  of  skin  from,  88 
Simon  on  blood,  ref.  351 
Sinus  pocularis,  dilatation  of,  601 
Sittmann  on  elimination  of  bacteria  bv  the 

kidney,  ref.  577 
Size  and  weight    of  organs,  tables,   ref. 

Vierordt.  8 
Skull,  method  of  opening  of,  9,  41 
Smallpox,  249 

immunity  in,  172,  249 
Smegma,  650 

bacillus,  225,  229 
Smith,  A.  H.,   on  carcinoma  of  thoracic 

duct,  ref.  426 
Smith,  Theobald,  ref.  on  adaptation  of  path- 
ogenic bacteria  to  different  animal 
species,  169 

on  bacilli  of  bovine  tuberculosis.  225 
Snails,  regeneration  of  lost  parts  in,  99 
Snake  venom,  ref.  to  Longman,  827 
Soda,  poisonous  action  of,  822 
Sodium  chloride  for  study  of  fresh  tissues, 

51 
Sodre  on  beri-beri,  ref.  251 
Soft  chancre,  197 
Soil,  bacteria  in,  147 
Sokoloff  on  adenocarcinoma  of  liver,  ref. 

555 
Solar  plexus,  post-mortem  examination  of, 

33 
Somatochromes,  731 
Soor,  483,  485 

Spengler  on  concurrent  infection  in  tuber- 
culosis, ref.  228 
Spermatocele,  653 
Spider  cells,  297 
Spina  bifida.  717 
Spinal  cord,  apoplexy  of.  725 

cord,  artefacts  of,  717 

cord,  asymmetry  of,  716 

cord,  blood-vessels  of,  720 

cord,  blood-vessels  of,  lesions  of,  730 

cord,  cysts  of.  766 

cord,  degeneration,  ascending,  of,  743 

cord,  degeneration,  descending,  of.  742 

cord,  defeneration,  svstemic,  of,  740 

cord,  distortions  of,  716 

cord,  embolism  of,  729 

cord,   examination,    postmortem,    of, 
17.  42 

cord,  hematomyelia,  726 

cord,  Immatomyclopore,  727 

cord,  hemorrhage  of.  725 

cord,  hardening,  methods  of,  19 
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Spinal  cord,  inflammation  of  (see  Myelitis), 
753,  760 

cord,  inflammation,  chronic,  758 

cord,  injuries  of.  718 

cord,  location  of  lesions  of.  18 

cord,  malformations  of,  715 

cord,  methods  of  study,  7(59 

cord,  post-mortem  alterations  in  blood 
and  fluids  of,  17 

cord,  sclerosis  of,  759 

cord,  staining  methods  for,  7&) 

cord,  syphilis  of,  763 

cord,  thrombosis  of,  739 

cord,  tuberculosis  of,  762 

cord,  tumors  of,  765 

nerve  roots,  anomalies  of,  716 
Spirals,  Curschmann's,  440 
Spiremes  in  cell  division,  95 
Spirilla,  141 
Spirillum,  141 

cholera?  Asiatics,  214,  216 

fever,  241 

sputigenum,  217 

tyrogenum,  217 
Spirochaete  Obermeieri,  241,  381 
Spleen,  371 

absence  of,  371 

accessory,  30,  371 

amyloid,  371 

anaemia  of,  873 

atrophy  of,  372 

bacteria  in,  381 

capsule,  inflammation  of,  378 

character  of,  371 

circulatory  disturbances  in,  873 

congestion  of,  374 

degeneration,  amyloid,  of,  372 

displacements  of,  371 

double,  371 

embolism  in,  374 

enteroptosis  of,  27 

examination,  post-mortem,  of,  29,  43 

haemorrhage  of,  372 

hardening  of,  30 

hyperemia  of,  374 

hyperplasia,  endothelial,  of,  379 

hyperplasia  in  leukaemia  and  pseudo- 
leukaemia,  380 

hyperplasia  of,  375 

induration  of,  376 

infarction  of,  210,  374 

inflammation,  acute,  of,  375 

inflammation,  chronic,  of,  376 

inflammation,  syphilitic,  of,  377 

inflammation,  tuberculous,  of,  877 

leukemic  lesions  in,  380 

malarial,  377 

malformations  of,  371 

parasites  of,  380 

pigmentation  of,  373,  377 

pseudo-leukaemia,  lesions  of,  380 

role  of.  in   infection,    ref.    Courmont 
and  Duffau,  376 

rupture  of,  372 

44  sago,  "372 

situation  of,  29 

size  of,  29 


Spleen,  structure  of,  29 

suppuration  of.  376 

syphilitic,  877 

thrombosis  in.  375 

transposition  of,  371 

tumors  of.  380 

weight  of,  29 

wounds  of.  372 
Splenic  fever.  197 

tumor,  acute,  375 
Splenitis,  875 

peri-,  378 
Splenomegaly,  379 
Spores  of  bacteria,  143,  144,  145 
Sporiangium  of  moulds.  156 
Sporozoa,  129 

of  malaria,  252 
Sporozoites  of  malarial  parasites,  257 
Spotted  fever.  247 
Sputum,  numbers  of  bacilli  in  tuberculous, 
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Staining,  methods  for,  59 
Staphylococcus  cereus  albus,  188 

cereus  flavus,  183 

epidermidis  albus,  183 

pyogenes  albus,  183 

pyogenes    aureus,    bibliography    of, 
*183 

pyogenes  aureus,  character  of,  181 

pyogenes  aureus,  effects  of,  in  body, 
*182 

pyogenes  aureus,  modes  of  distribu- 
tion of,  183 

salivarius  pyogenes,  183 
Status  lymphaticus,  337 
Steele  on  retroperitoneal  sarcoma,  ref.  525 
Stenosis  of  oesophagus,  49 1 
Stejxi  note's  method  for  rapid  celloidin  em- 
bedding, 56 
Sterilization  of  bacteria,  144,  145 
Stern  on  tumors  in  childhood,  ref.  319 
Sternberg,  discovery  of  pneumococcus  by, 
191 

on  the  yellow-fever  bacillus,  ref.  248 
Stoke*  on  vaginal  cysts,  ref.  606 
Stomach,  atrophy  of,  494 

bibliography  of  lesions  of.  ref.  ThoreU 
503 

cadaveric  alterations  in.  498 

changes  in  position  of.  21 

contents  of.  after  drowning,  48 

cysts  of,  503 

degeneration  of.  494 

dilatation  of,  500 

erosions,  hemorrhage  of,  500 

it  at  ma  melon  ne  of,  496 

examination  of,  post-mortem,  31 

foreign  bodies  in,  503 

lnemorrhage  of,  494 

hemorrhagic  erosions  of.  500 

hair  balls  in.  503 

hardening  and  preservation  of.  32 

inflammation  of  (see  Gastritis).  495 

inflammation,  syphilitic,  of.  498 

inflammation,  tuberculous,  of,  498 

injuries  of.  493 

malformations  of,  493 
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Stomach,  micro-organism  of,  ref .  Weiss  and 
Cot/on,  497 

poisons,  action  of,  on,  497 

position  of,  21 

rupture  of,  493 

tuberculosis  of,  498 

tumors  of,  500 

ulcers  of,  498 
Stomatitis,  aphthous,  483 

catarrhal,  482 

chronic,  483 

croupous,  483 

gangrenous,  483 

parasitic,  483 

phlegmonous,  483 

syphilitic,  484 

tuberculous,  483 

ulcerative,  483 
Stramonium,  poisonous  effects  of,  328 
Strangulation,  45 

post-mortem  marks  of,  7 
Straits  on  tuberculosis,  ref.  230 
Strawberry  marks,  303 
Streptococcus,  142 

anaerobic,  184 

antitoxin  of,  185 

bibliography  of,  185 

brevis,  184 

conglomeratus,  184 

erysipelatis,  185 

longus,  184 

pyogenes   associated  with    B.    diph- 
theria?. 237 

pyogenes,  characters  of,  188 

pyogenes,  effects  of,  in  body,  184 
Streptothrix,  actinomyces,  143,  200 

bacilli,  142 

in  lungs,  201 

madune,  201 
Strictures  of  appendix.  517 

of  urethra,  599 
Stroeto  on  tuberculosis  of  the  aorta,  ref. 

417 
Strong  on  capsule  bacilli,  ref.  189 
Strongylus  gigas,  136.  592 
Struma  of  adrenals.  386 

of  thyroid.  383 

suprarenalis  lipomotosa.  386 
Strychnine,  poisonous  effects  of,  38,  327 
Subinfection,  ref.  Adami.  160 
Sublingual  gland,  lesions  of,  528 
Submaxillary  gland,  lesions  of,  210,  527, 

528 
Sudden  death,  49 
Suffocation.  44 
Suggi Hat  ions,  70 
Sunstroke.  335 
Suppuration,  120 

bacteria  of,  1H1.  187 

excessive,  damage  by,  126 
Suppurative  inflammation,  123,  175 
Supra-arterial   epicardial   fibroid  nodules, 

390 
Suprarenal  bodies  (see  Adrenals).  385 

capsules  (see  Adrenals),  385 

capsules,    examination,    post-mortem, 
of,  28 


Suprarenal   glands,  relation  of,  to  Addi- 
son's disease,  332 
Sutton  on  tumors,  ref.  319 
Swabs,  cotton,  for  collecting  culture  mate- 
rial, 155 
Symbiosis  in  bacteria,  148 
Syncope,  death  from,  in  drowning,  46 

death,  sudden,  from,  50 
Syncytioma  of  uterus,  626 
Synovial  membranes,  lesions  of  (see  Arthri- 
tis), 683 
Syphilis.  232 

blood-vessels,  lesions  in,  ref.  Abramow, 
418 

congenital,  of  bone,  671 

haemorrhage  in,  71 

lesions  of,  232 

of  adrenals.  386 

of  arteries.  417 

of  bone,  665.  666,  670 

of  dura  mater  cerebralis.  698 

of  Fallopian  tubes,  639 

of  heart,  406 

of  intestine.  508 

of  kidney,  587 

of  larynx,  432 

of  liver,  551 

of  lung,  479 

of  lymph-nodes,  368 

of  lymph-vessels.  427 

of  mamma,  643 

of  meninges,  706 

of  mouth,  484 

of  nervous  system,  763 

of  nose,  429 

of  ovaries.  631 

of  penis,  650 

of  pia  mater  cerebralis,  706 

of  placenta,  628 

of  spleen,  377 

of  stomach,  498 

of  testicle,  655 

of  thymus,  381 

of  urethra.  601 

of  uterus,  614 

of  vagina,  606 

of  veins,  425 

of  vulva,  603 
Syringomyelia,  766 

false.  '727 
Systemic  degeneration  of  neurones,  740 

Tabes  dorsalis,  745 
Taenia  cucumerina.  134 

echinococcus,  132 

flavopunctata,  134 

madagascaricnsis.  134 

medioeanellata,  132 

nana.  134 

solium,  131 
Tapeworms.  131 

Tartar  emetic,  poisonous  effects  of.  325 
Tattoo  marks,  appearance  of,  after  death 

8 
Tart  I  a  hd  Lam  on  peritonitis,  ref.  523 
Taylor  on  fatty  degeneration,  ref.  80 

on  poisons,  ref.  328 
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Teratoma,  269,  276 

of  liver,  557 

of  mediastinum,  481 

of  ovary,  637 

of  pineal  gland,  768 

of  scrotum,  651 

of  testicle,  657 
Terminal  infection,  165 
Testicles,  abscess  of,  653 

absence  of,  651 

atrophy  of,  653 

cryptorchismus,  652 

cysts  of,  656 

examination,  post-mortem,  of,  34 

inflammation  of  (see  Orchitis),  653 

inflammation,  syphilitic,  of,  655 

inflammation,  tuberculous,  of.  654 

malformations  of,  649,  651,  652 

parasites  of.  657 

tumors  of.  656 

weight  of,  34 
Tetano-toxin,  239 
Tetanus,  239 

antitoxin,  240 

bacillus.  239 

group  of  bacilli,  240 
Thacher  on  melanuria,  ref.  286 
Thayer  on  malarial  nephritis,  ref.  577 
Thayer  and  Hewetmn  on  malaria,  ref.  259 
Theinen  on  pharvngeal  tuberculosis,  ref. 

488 
Thionin,  use  of,  in  staining  malarial  blood, 

259 
Thoma,  ref.  on  arterio- sclerosis,  416 

on  hypertrophy,  564 

on  inflammation.  126 

on  malformations  of  brain,  715 

on  mitotic  figures,  98 
Thoma'*  microtome,  58 
Thoma*  and  Hibbard  on  lesions    of    the 

heart  in  diphtheria,  ref.  236 
Thoracic  duct,  examination,  post-mortem, 
of,  33 

duct,  obstruction  of,  426 
Thorax,  post-mortem  examination  of,  19, 

21,42 
Thorel,    ref.    bibliography    of    intestinal 
lesions,  520 

on  lesions  of  salivary  glands,  528 

on  regeneration  in  renal  epithelium, 
565 
Thread  worms,  135 
Thymus,  hypertrophy  of,  381 
Thyroid,  382 

accessory,  382 

atrophied,  in  myxedema,  331 

circulatory  disturbances  in.  383 

cretinism  in  lesions  of,  33t 

degenerations  in.  382 

examination  and  preservation  of,  26 

haemorrhage  of.  383 

hypenemia  of,  3K3 

hyperplasia  of.  383 

hypersecretion     of,     and    exophthal- 
*  mus,  323 

inflammation  of,  383 

malformations  of,  382 


Thyroid,  myxedema,  relation  of,  to,  331 

parasites  of.  385 

pigmentation  of,  383 

struma  of,  383 

syphilis  of,  383 

tuberculosis  of,  383 

tumors  of.  384 

weight  of,  in  infants.  42 
Thrombi,  conditions  favoring,  72 

hyaline.  75 

in  pyjvmia,  181 

in  typhoid  fever,  207 

lamellatcd,  74 

mixed,  73 

occluding,  72 

organization  of,  73.  121 

organized,  in  heart,  399 

parietal,  72 

purulent,  73 

red,  73 

septic,  73 

significance  of,  75 

simple,  78 

softening  of,  73 

white.  73 
Thrombosis,  globular,  of  heart,  899 

nature  of,  72 

of  adrenals.  385 

of  brain.  727,  729 

of  coronary  arteries,  402 

of  dura  mater  cerebralis,  695 

of  heart,  398,  399 

of  heart  valves,  409 

of  kidney.  565 

of  portal  vein,  537 

of  spinal  cord,  729 

of  splenic  vein,  375 

of  vena  cava,  423 

pulmonary,  445 

venous.  4$3 
Thrombus  (see  Thrombi  and  Thrombosis) 
Thrush,  483 
Thymus.  381 

accessory.  381 

atrophy  of.  381 

haemorrhage  of,  381 

hyperplasia  of,  381 

hyperplasia  of.  in  Hodgkin's  disease, 
*  360 

inflammation  of.  381 

involution  of,  381 

malformations  of,  381 

period  of  formation  of,  39 

persistent.  381 

size  of,  in  infants,  42 

syphilis  of.  381 

tuberculosis  of,  381 

tumors  of.  381 

weight  of.  in  infants,  42 
Thyroidism,  experimental,  ref.  Cunning- 
ham, 331 
Thyroiditis,  383 
Tic  douloureux,  lesions  in,  761 
Tidy.  Legal  Medicine,  ref.  7.  48 
Tilger  on  pancreatic  cysts,  ref.  533 
Tizzoni  on  adrenal  removal,  ref.  3213 
Tongue,  amyloid  tumors  of,  485 
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Tongue,  cysts  of,  485 

inflammation  of,  485 

malformations  of,  484 

tumors  of,  485 
Tonsillitis,  chronic.  488 

excitants  of,  488 

exudative,  488 

follicular,  488 

phlegmonous,  488 

suppurative,  488 
Tonsils,  anatomy   of,    ref.   Hodenpyl  and 
Packard,  488 

as   portals  of  entry  for  micro-organ- 
isms, ref.  t.  Seheiber,  488 

bibliography  of.  ref.  Ullmann,  489 

bone  and  cartilage  in,  490 

calculi  of,  488 

hyperplasia  of,  210.  488 

hypertrophy  of,  488 

inflammation  of  (see  Tonsillitis),  488 

lesions  of,  488 

tumors,    malignant,   of,   Hdfutell   and 
Newman,  ref.  490 
Tooth  on  secondary  degeneration  of  spinal 

cord,  ref.  743 
Toxemia,  178 

bacterial.  161 

ganglion -cell  lesions  in,  737 
Toxalbumin  intoxication,  ref.  Fltxner,  162 
Toxalbumins,  146,  161 
Toxalbumoses,  161 
Toxins,  bacterial,  146,  161 

effects  of,  on  neurones,  737 

of  diphtheria,  238 

of  tetanus,  239 
Trachea,  examination  of,  in  infants,  42 

lesions  of,  432 

lymph -nodes  of,  442 

malformations  of,  430 

tumors  of,  432 
Transudate,  composition  and  nature  of,  72 
Transudates  as  culture  media,  152 
Transudation.  71 
Trematoda,  130 
Trepintki  on  tabes,  ref.  749 
Trichina  spiralis.  136 

spiralis  in  blood,  354 

spiralis  in  lymph-nodes,  370 

spiralis  in  muscle.  694 
Trichocephalus  dispar,  136 
Trichomonas  vaginalis,  130,  606 
Trichophyton  tonsurans,  157 
Tropical  dysentery,  511 
Tubal  pregnancy,  640 
Tubercle,  diffuse.  221 

granulum,  218 

bacillus,  action  of,  on  living  tissues. 
217,  218 

bacillus,  bacilli  resembling,  229 

bacillus,  characters  of,  222 

bacillus,  dead,  action  of,  225 

bacillus,  varieties  of.  225 

tissue.  218 
Tubercles.  217 

conglomerate.  218 

healed,  of  lungs,  467 

lymphoid.  221 


Tubercles,  miliary,  217,  218.  464 

miliary,  characters  of,  218 

morphological  forms  of,  221 

polyhedral-celled,  221 

solitary,  of  brain,  762 

structure  of,  218 
Tuberculin,  225 
Tuberculosis,  217 

animal,  227 

association  with  diphtheria,  ref.  287 

avian,  bacilli  of,  225 

bibliography  of,  229 

cardiac,  409 

children,  in,  ref.  Guthrie,  228 

complex  factors  involved  in,  226 

concurrent  infection  in,  228 

diffuse,  218 

distribution  of  lesions  in,  228 

exudative  forms  of,  222 

focal,  of  lung,  464 

frequency  of,  in  man  and  lower  ani- 
mals 227 

healing  in,  226,  227,  467,  476 

human,  227 

hyperplastic,  of  ileo-csecal  region.  515 

localized,  217 

mammalian,  bacilli  of,  225 

miliary,  218 

miliary,  acute,  origin  of,  ref.  Benda, 
466 

mixed  infection  in,  228 

morphology  of,  217 

number  of  bacilli  in  lesions  of,  227 

of  adrenals,  385 

of  arteries,  417 

of  bladder,  596 

of  bone,  665,  666,  670 

of  dura  mater  cerebralis,  698 

of  dura  mater  spinalis,  709 

of  endocardium,  409 

of  Fallopian  tubes,  639 

of  heart.  406 

of  heart  thrombus,  399 

of  intestine,  507 

of  joints,  684 

of  kidney,  586 

of  larynx.  431 

of  liver.  552 

of  lungs.  462 

of  lymph -nodes.  366 

of  lymph -vessels,  427 

of  mamma,  642 

of  meninges.  705 

of  mouth.  483 

of  nervous  system,  762 

of  nose.  429 

of  oesophagus.  492 

of  ovaries,  631 

of  parotid,  528 

of  penis,  650 

of  pericardium,  390 

of  peritoneum.  523 

of  pharynx,  488 

of  pia  mater  cerebralis,  705 

of  pia  mater  spinalis,  710 

of  placenta.  628 

of  pleura,  436 
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Tuberculosis  of  prostate,  658 
of  seminal  vesicles.  657 
of  skin,  lupus,  229 
of  spleen,  376 
of  stomach,  498 
of  testicle,  654 
of  thymus,  381 
of  urethra.  601 
of  uterus,  613 
of  vagina,  606 
of  veins.  425 
of  vulva,  603 

portals  of  entry  of  bacilli  in,  228 
predisposition  to,  218 
pulmonary,  462 
pulmonary,  cavities  in,  474 
pulmonary,  chronic,  474 
pulmonary,   concurrent  infection  in, 

476 
pulmonary,  distribution  of  lesions  in, 

476 
pulmonary,  experimental,  in  animals 

4pf*» 
i   I 

pulmonary,  fibrous  tissue,  significance 

of,  in,  476 
pulmonary,  miliary,  chronic,  468 
pulmonary,  nodular,  471 
pulmonary,  secondary  lesions  in,  475 
repair  in,  220 
resemblance  of  lesions  of,  to  syphilis. 

233 
susceptibility  of  man  and  animals  to, 

227 
Tuberculous  bronchiectasia,  471 
broncho-pneumonia,  468 
pachymeningitis,  698 
pneumonia,  462 
Tumors,  261 
alveolar,  306 

amyloid,  of  larynx  and  trachea,  482 
amyloid,  of  tongue,  485 
anaplasia  in,  273 
atypical  growth  in,  263 
autonomy  of,  262 
bacteria  as  excitants  of,  270 
benign.  265 
bibliography  of,  319 
blood-vessels  in,  263 
cachexia  of,  265 
cells  of,  characteristics  of,  266 
changes  in  adjacent  parts  by,  264 
characters,  general,  of,  26 1,  262 
childhood,  in,  ref.  to  Stern,  319 
classification  of,  274 
classification,  Lubar*ch'8,21§ 
coccidia  as  excitants  of,  270 
combinations  of,  275 
complex,  275 
complex  congenital,  276 
congenital,  276 
cystic,  277 

degenerations  in,  263 
destructive  processes  in,  263 
diagnosis,  elements  of,  in,  266 
diathesis  of,  266 
dissemination,  modes  of,  264 
dvscrasia  of,  266 


Tumors,  embolic,  264 
endothelial.  291 
epithelial.  305 
etiology  of.  267 
etiology  of.  age,  267 
etiology  of,  Colin heim's  hypothesis, 

269 
etiology,  complexity  of  problem  of, 

272 
etiology  of,  heredity,  269 
etiology  of,  local  predisposing  factors, 

268,  269 
etiology  of,  micro-organisms.  270 
etiology  of,  sex,  267 
fat,  295 

formative  cell -stimulus  in,  272 
generalization  of,  264 
grafts  of,  266 
groups  of,  274,  276 
hemorrhage  in,  263 
histogenetic  classification  of,  274 
importance  of  animal  species  in  grafts 

of,  267 
inflammation  in,  263 
lesions  simulating,  278 
lymph-vessels  in,  263 
maintenance  of  cell  types  in,  264 
malignancy  of,  265 
metastasis  of.  264 

micro-organisms  as  excitants  of,  270 
mitosis  in,  263 
mixed,  275 

modes  of  growth  and  extension  of,  264 
multiple,  264 
necrosis  in,  263 
nerves  in,  263 
of  adrenals,  386 
of  appendix  vermiformis,  520 
of  arteries,  421 
of  bladder,  597 
of  bone,  678 
of  brain,  764 

of  breast  (see  Mamma),  643 
of  bronchi,  442 
of  clitoris,  603 

of  dura  mater  cerebralis,  698 
of  dura  mater  spinalis.  709 
of  ependyma,  714 
of  Fallopian  tubes,  639 
of  gall  bladder,  561 
of  gall  ducts,  561 
of  heart.  410 
of  intestine,  518 
of  joints.  685 
of  kidney.  590 
of  labia.  603 
of  larynx,  432 
of  liver.  554 
of  lungs.  480 
of  lymph-nodes,  370 
of  lymph-vessels,  427 
of  mamma,  643 
of  mediastinum.  481 
of  mouth,  484 
of  muscle.  693 
of  nerves.  767 
of  nose,  429 
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Tumors  of  o*sophagus,  492 

of  omentum,  ref.  Gianncttanio,  504 

of  ovaries,  681 

of  pancreas,  532 

of  parotid,  528 

of  penis,  650 

of  pericardium,  390 

of  periosteum,  678 

of  peritoneum,  524 

of  pharynx,  489 

of  pia  mater  eerebralis.  706 

of  pia  mater  spinalis,  710 

of  pineal  gland,  768 

of  pituitary  body,  768 

of  placenta.  628 

of  pleura,  437 

of  prostate,  659 

of  salivary  glands,  528 

of  scrotum.  651 

of  seminal  vesicles,  657 

of  spinal  cord,  765 

of  spleen,  380 

of  stomach,  500 

of  submaxillary  glands,  528 

of  testicle,  656 

of  thymus,  381 

of  thyroid.  384 

of  tongue,  485 

of  trachea,  432 

of  umbilicus,  526 

of  urethra,  male,  601 

of  uterus,  616 

of  vagina,  606 

of  veins.  425 

of  vulva.  603 

parasites  as  excitants  of,  270 

protozoa  as  excitants  of,  270 

rapidity  of  growth  of,  263 

recurrence  of,  265 

Ribbcrt's  hypothesis  of  the  origin  of, 

sacral,  ref.  Btn'xt,  276 

shape  of.  263 

significance,  original,  of,  261 

tissue  types  in.  263 

transplantation  of,  266 

types  of,  274.  276 

types,  mixed,  275 
Tin'koix  leucocytosis,  ref.  350 
T »ruer  on  tumor  of  pineal  gland,  ref.  768 
Turpentine,  poisonous  effects  of,  325 
Typhoid  bacillus,  diameters  of,  204 

bacillus,  colon  bacillus,  relation  of,  to, 
214 

bacillus,  distribution  of,  in  body.  212 

bacillus,    extra-intestinal    lesions    in- 
duced by,  210 

bacillus,  methods  of  staining,  214 

bacillus,  pyogenic  powers  of,  213 

bacillus,  resistance  to  cold,  213 

epidemics  from  milk  and  water  pollu 
tions,  213 

fever.  203 

fever,  concurrent  infection  in.  212 

fever,  hvperplasia  of  Pever's  patches 
in.  366 

fever,  lesions  of,  in  lymph -nodes,  208 


Typhoid  fever,  lesions  of  spleen  in,  208 
fever,  lesions,  primary,  of.  204 
fever,    lysogenic  action   of   antitoxic 

serum*  of.  217 
fever,  lymphocytosis  in.  349 
fever,  modes  of  infection  in,  213 
fever,  preventive  inoculation  in,  213 
fever,  secondary  lesions  of,  210 
fever,  secondarv  lesions  of,  in  l>one. 

211 
fever,  secondary  lesions  of.  in  circula- 
tory organs,  210 
fever,  secondary  lesions  of,  in  diges- 
tive organs,  210 
fever,  secondary  lesions  of,  in  genito- 
urinary organs,  211 
fever,  secondary  lesions  of,  in  nervous 

system,  211 
fever,  secondary  lesions  of,  in  respira- 
tory organs,  211 
fever,  secondary  lesions  of,  suppura- 
tive, 211 
fever,  septicemic  forms  of,  212 
ulcers.  206 
Typhotoxin,  204 
Typhus  fever,  247 
recurrens,  241 
Tyrosin  in  necrotic  tissue,  90 

Ulceration,  90 
of  bone,  673 
Ulcers,  healing  of,  by  granulation  tissue. 
121 

of  bone,  673 

of  intestine,  508 

of    mouth  and   pharynx   in   typhoid 
fever,  2t0 

of  stomach.  498 

of  uterus.  610 

phagedenic,  of  uterus,  610 

syphilitic,  of  penis,  650 

typhoid,  characters  of,  206 
Vlrich  on  renal  lipoma,  ref.  590 
Umbilical   cord,  changes  in.  after  birth, 
40,41 

cord,  strangulation  by,  marks  of.  41 

tumors,  ref.  Uiannettairio,  504 

tumors  of,  526 
Urachus,  malformation  of,  593 
Ureter,  lesions  of,  587 
Ureteritis,  587 
Urethra,  examination,  post-mortem,  of,  34 

male,  cysts  of,  601 

male,  dilatations  of,  599 

male,  hemorrhoids  of,  601 

male,  inflammation  of  (see  Urethritis), 
600 

male,  invagination  of,  600 

male,  malformations  of,  599 

male,  malpositions  of,  599 

male,  obstruction  of.  599 

male,  perforation  of.  600 

male,  prolapse  of,  000 

male,  rupture  of,  600 

male,  sinus  pocularis.  dilatation  of.  601 

male,  strictures  of.  599 

male,  syphilis  of,  601 
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Urethra,  male,  tumors  of,  601 

male,  wounds  of,  600 
Urethritis.  600 

syphilitic.  601 

tuberculous.  601 
Urinary  organs,  564 
Urine,  collection  of,  at  autopsy,  84 

typhoid  bacilli  in,  212 
Uterus,  absence  of.  606 

atrophy  of,  610 

bacteria  in  infections  of,  ref.  Wads- 
ttorttt,  616 

bacteria  of,  ref.  611 

bifid,  607 

cervix,  stenosis  of,  607 

congestion  of  (see  Hyperemia  of)i  609 

cysts  of,  627 

degenerations  of,  610 

dilatation  of,  607 

displacements  of,  608 

double.  607 

elevation  of,  608 

endometritis,  611 

enlargement  of,  607 

exammation.  post-mortem,  of,  35 

flexion  of.  608 

hematocele  of,  610 

hematoma,  polypoid,  of,  610 

haemorrhage  of,  609 

hernia?  of,  609 

hydrometra,  607 

hyperemia  of,  609 

hyperplasia,  adenomatous,  of,  612 

hyperplasia,  glandular,  of,  611 

infantile,  characters  of,  35 

inflammation,  infectious,  of.  615 

inflammation  of  (see  Metritis  and 
Endometritis),  611 

inflammation,  syphilitic,  of,  614 

inflammation,  tuberculous,  of,  613 

lesions  of,  ref.  Hoen,  487 

malformation  of,  606 

ovula  Nabothi  of,  612 

perforations  of,  609 

perimetritis,  615 

phlebitis  of,  616 

polypi  of,  6t7 

pregnant,  lesions  of,  615 

prolapse  of,  608 

rudimentary,  607 

rupture  of,  609 

size,  shape,  and  situation  of,  35 

syphilis  of,  614 

tuberculosis  of,  613 

tumors  of.  616 

ulcers  of,  6t0 

version  of,  608 

weight  of,  35 

Vaccination  in  smallpox,  249 
Vacuoles  in  cells,  84 
Vacuoles  in  renal  epithelium,  580 
Vacuolization  in  cells.  84 
Vagina,  absence  of,  604 

bacteria  of,  606 

bacteria  of.  ref.  William*,  611 

closure  of,  604 

52 


Vagina,  cvsts  of,  606 

dilatation  of,  604 

double,  604 

examination,  post-mortem,  of,  35 

gangrene  of.  606 

hernia*  of,  604 

inflammation  of  (see  Vaginitis),  605 

inflammation,  tuberculous,  of,  606 

lengthening  of,  604 

malformations  of,  604 

narrowing  of,  604 

parasites  of.  606 

perforation  of,  605 

prolapse  of,  604 

rectal  fistula?  of.  605 

tumors  of.  606 

vesical  fistula?  of,  605 

wounds  of,  605 
Vaginitis,  catarrhal,  605 

croupous.  605 

diphtheritic,  605 

membranous.  605 

suppurative,  606 

syphilitic,  606 

tuberculous,  606 
Van  GehuehUn.  Nervous  System,  ref.  730 
Van  Giesvn.  ref.  artefacts  of  the  nervous 
system,  t7,  715 

on  death  from  electricity,  48 

on  false  heterotopia  of  spinal  cord.  717 

on  method  of  hardening  spinal  cord,  19 

on  Meynert's  method  of  opening  the 
brain,  15 

on  toxic  basis  of  neural  diseases,  335 
Van  (fieson'x  stain  (picro-acid  fuchsin),  60 
Varices,  (esophageal,  550 
Variola.  249 

immunity  in.  172 
Varix,  ancurismal.  4t9 
Vautjhau  on  ptomaYn  poisoning,  ref.  328 
Vattghan  and  Xorytm  ptomaYnsand  leuco- 

malns,  ref.  16t,  328 
Vegetations,  endocardial,  406 
Vein,  portal,  embolism  of.  538 

portal,  examination  of,  at    autopsy, 
32 

portal,  dilatation  of.  538 

portal,  inflammation  of,  538 

portal,  lesions  of.  537 

portal,  rupture  of.  538 

portal,  thrombosis  of,  537 

stones,  73 
Veins,  422 

anastomosing.  422 

calcification 'of,  423 

degeneration,  fattv,  of.  423 

dilatation  of,  422  * 

hepatic,  lesions  of.  538 

inflammation  of  (see  Phlebitis),  423 

mesenteric,  thrombosis  of.  506 

parasite*  of.  425 

perforations  of.  423 

rupture  of.  423 

thrombosis  of.  423 

tumors  of.  425 

varicose.  422 

wounds  of.  423 


*1* 


V*t»  'ar*   *hrombrj*»  of.  423 
V*rty>rf.  of  *orT.'>.ri*  *r>i  •nak**   14$. 
V>r.r  r> . ^  '.  f  '*r5*ir-    «#*4io&*  of.  711 

of  brair,    j>«»f*.*it^»  of.  714 
VVfVris*    ;•,**•,  r.',  i*  *-AV:T*  of,  325 
V*tt»;x  '~A.vxa   \rrsA  of  appearuM*  of. 

ir,  fo?.»*  40 
V*w:»;«*  *-«»irjAk-%.  fx4tf' mortem  e^tana- 

rior,  ',f   ."r4 
Ww-i*    u*  \f*\\*    iesioftt  of.  5&7 
Vibrio  Ma*«**ah.  217 
Mtvhfcikovi.  217 

pro#*:ti*    217 

Yi*r</r'ft   Anatomical  Tables.  8 
VirrJi/ff  *  work  on  tumor*,  reX  319 
f/>7*/  on  a/e>-*rtory  lung,  ref.  443 
*.  /A'/////////  on  >x  penmen  tal  rinhosia.  ref. 

|V//«  ///V/r  on  th<-  goriocoecus.  ref.  194 
r,  KahhUi,.  r*-\.  on  multiple  aneurism.  416 

on  ovarian  cyt»t*.  637 
r,  Kbrki  on  elimination  of  bacteria  by  the 

ki'lrifv*.  ref.  577 
r,  IAit'j*l*h<ii»,  r<:f.(m  staphylococcus  py- 
ogen#-*  aureus,  183 

on  utreptococcus,  185 
rW  sSof/rtUft,  ref.  on  chlorosis,  355 

on  diabete*,  #*4 
it,  Hrhriltfr  on  tonsils  as  portal*  of  entry  for 

tubercle  bacilli,  ref.  4><8 
r,    VMmaiiH  on  endothelioma,  ref.  295,  529 
Vulva,  condyloma  of.  603 

congestion,  hypera-mia  of,  602 

CVHIH  of.  004  * 

elephantiasis  of.  603 

examination.  post-mortem,  of,  35 

gangrene  of.  603 

h/cmorrhage  of.  002 

by  oencmia  of,  602 

Inflammation  of  (we  Vulvitis),  602 

inflammation.  syphilitic,  of.  603 

inflammation,  tuberculous,  of,  603 

malformations  of.  602 

iiiucoiih  patch  of.  603 

noma  of.  003 

tuberculosis  of.  002 

tumors  of.  603 

varicose  veins  of.  602 
Vulvitis.  602 

syphilitic.  603 

tuberculous,  603 

Wtithtrorth  on  puerperal  infections,  ref.  616 
Wuhh  on  the  excitant  of  whooping-cough, 

ref.  251 
Wttrri  tit/ton  on  nerve  cells,  ref.  737 
Warthin,  ref.  on  accessory  adrenals,  885 

on  pancreatitis.  532 

on  parenchyma  cell  emboli.  75 

on    tumors  and  calculi  of  gall  ducts. 
562 
Warts.  2N0 
\Y<iHrhkrtrit*cli    on   diphtheritic   lesions  of 

lymph -nodes,  ref.  230 
Water,  bacteria  in.  147 
Waxv  defeneration.  *2 

defeneration,  iodine  test  of.  28 


foe 


W*rkjiiK75  oa  «*rfr  «ca*es  of  tabercka,  t*L 

*:* 

1T<*£*  •?  r*i     c  r\frrjkzzi  of  «L.  jrrowtk. 
*73 

oc  '  i=*;r*  of  pc*ai  r-jtsti 

:-Z  nrrrre  ti^ue.  7W> 
n>.«iir«ati*  c.  •-*  Orsun  *  srain.  151 
WeizL:  ii*i  *izr  «.f  orzass.  tables  of.  ntf. 

Wril  "*  •ifcst^kS*.  -5S& 

WV*>  «g  •i»ircal  Tillers,  ref.  5* 

W"/4*»  on  bacteria  in  «;oc&ac&  of  cat.  rvf. 

497 
Wd'K.  r-f  "on  air  embt>£ism_  354 

on  a«iaptarion  in   f«t:h>»l«>gical  proc- 
ess^. 3Sl> 
on  hat-ill  us  aerogvnes  capsulatus.  244 
on  t  arterial  flora  «»f  N*Jy.  159 
on  ra|»*iiles  of  bfti-teriA.    method  of 

staining.  192 
on  carcinoma  of  stomach.  5l«2 
on  cirrhosis  bepatis  anthracotica,  551 
on  o?ilema  of  lung.  445 
on  pulnK>naiy  embolism.  446 
on  thrombosis.  73.  75.  423.  5U6 
on  ulcer  of  stomach  statistics.  498 
V>\nttn>rth  on  typhoid  meningitis,  ref.  211 
Whipfutm,  ref.  on  carcinoma,  primary,  of 
the  appendix.  520 
on  mediastinals,  ref.  481 
Whipworm.  136 

White  blood  cells,  emigration  of.  70 
Whits,    ref.    on    bacteria    in    septicemic 
blood,  ltfl 
on  staphylococcus  pyogenes  aureus  in 
skin  disease,  183 
Whooping-cough.  251 
W Mutt 1 1 tm  on  aruvloid  degeneration,  ref. 

83 
Widtil*  reaction.  213 
Wf tuff  on  sarcoma  of  intestine,  ref.  519 
William*,  ref.  on  bacteria  of  vagina  and 
uterus,  611 
on  deeiduoma.  626 
on  placental  infarcts,  627 
on  sarcoma,  primary,  of  pericardium. 
390 
William*,  II.   V.,  on   summary  of  plasma 

cells,  ref.  103 
WilittM,  ref.  on  teratomata  of  ovary.  637 

on  teratoma  of  testicle,  657 
117/*"//,  The  Cell  in  1  >evelopment  and  In- 
heritance, ref.  98,  272 
Winkler  on  myeloma,  ref.  681 
Wood  naphtha  iu  Delatield'slueniatoxylin, 

59 
Wftofftiifin  and  Tidy  on  poisons,  ref.  328 
Wool -sorters'  disease.  198 
Wormley  on  poisons,  ref.  328 
Worms,'  130.  134 

earth-,  regeneration  in,  99 
methods  of  study  of,  138 
Wounds,  changes  in.  preceding  repair,  117 
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